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Physicians prescribe Ativan 
for what it doesn’t do—as 
well as for what it does 





Only Ativan offers 
all these benefits... 


rapid relief of anxiety 








clearance not significantly 
delayed by age, liver or kidney 
dysfunction 








cumulative sedative effects 
seldom a problem (Sedation, reported 
in 15.9% of patients in clinical trials, 

was generally mild and transitory. ) 





little likelihood of drug interaction 
(All benzodiazepines produce additive 
sedative effects when taken with 
alcohol or other CNS depressants. ) 


no significant changes in vital 
signs in cardiovascular patients* 


short duration of action, simple 
metabolism 











*Benzodiazepines have not been shown to be of benefit in treating the 
cardiovascular component 


Ativan 
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Specify Ativan—and assure 
your patients’ therapy 


Indicate one of the following on your prescriptions, as 
appropriate to your state laws: 
m Do not substitute @ Brand necessary 
m Dispense as written m May not substitute 
m Medically necessary m No substitution 

m NDPS (no drug product selection) 


Brief Summary of Prescribing Information. 


Indications and Usage: Management of anxiety disorders or short-term reli: 
symptoms of anxiety or anxiety associated with depressive symptoms. Anxiety 
tension associated with stress of everyday life usually does not require treatmer 
with an anxiolytic: 

Effectiveness in long-term use, i.e., more than 4 months, has not been assess 
by systematic clinical studies. Reassess periodically usefulness of the drug for 
individual patient 


Contraindications: Known sensitivity to benzodiazepines or acute narrow-an 
glaucoma 


Warnings: Not recommended in primary depressive disorders or psychoses 
As with all CNS-acting drugs, warn patients not to operate machinery or motor 
vehicles, and of diminished tolerance for alcohol and other CNS depressants 

Physical and Psychological Dependence: Withdrawal symptoms like those 
noted with barbiturates and alcohol have occurred following abrupt discontinu- 
ance of benzodiazepines (including convulsions, tremor, abdominal and musci 
cramps, vomiting and sweating). Addiction-prone individuals, e.g. drug addict 
and alcoholics, should be under careful surveillance when on benzodiazepine: 
because of their predisposition to habituation and dependence. Withdrawal a 
symptoms have aiso been reported following abrupt discontinuance of benzo- 
diazepines taken continuously at therapeutic levels for several months 
Precautions: In depression accompanying anxiety, consider possibility for 
suicide 

For elderly or debilitated patients, initial daily dosage should not exceed 2m 
avoid oversedation. Terminate dosage gradually since abrupt withdrawal of ag 
antianxiety agent may result in symptoms like those being treated: anxiety, ad 
tion, irritability, tension, insomnia and occasional convulsions. Observe usual 
precautions with impaired renal or hepatic function. Where gastrointestinal or ce 
diovascular disorders coexist with anxiety, note that lorazepam has not been 
shown of significant benefit in treating gastrointestinal or cardiovascular compe 
nent. Esophageal dilation occurred in rats treated with lorazepam for more th’ 
1 year at 6mg/kg/cay. No effect dose was 1.25mg/kg/day (about 6 times m 
mum human therapeutic dose of 10mg/day). Effect was reversible only when , 
ment was withdrawn within 2 months of first observation. Clinical significance is 
unknown; but use of lorazepam for prolonged periods and in geriatrics requires 
caution and frequent monitoring for symptoms of upper G.I. disease Safety anc 
effectiveness in children under 12 years have not been established 


ESSENTIAL LABORATORY TESTS: Some patients have developed leukopenia; 
some have had elevations of LDH. As with other benzodiazepines, periodic blow 
counts and liver function tests are recommended during long-term therapy. 


CLINICALLY SIGNIFICANT DRUG INTERACTIONS: Benzodiazepines produce 
CNS depressant effects when administered with such medications as barbitura 
or alcohol 

CARCINOGENESIS AND MUTAGENESIS: No evidence of carcinogenic potentiz 
SH in rats during an 18-month study. No studies regarding mutagenesis 
have been performed 

PREGNANCY: Reproductive studies were performed in mice, rats, and 2 strains 
rabbits. Occasional anomalies (reduction of tarsals, tibia, metatarsals, malrotate 
limbs. gastroschisis, malformed skull and microphthalmia) were seen in drug- 
treated rabbits without relationship to dosage. Although all these anomalies wer 
not present in the concurrent control group, they have been reported to occur 
randomly in historical controls. At 40mg/kg and higher, there was evidence of fet 
resorption and increased fetal loss in rabbits which was not seen at lower doses 
Clinical significance of these findings is not known. However, increased risk of 
congenital malformations associated with use of minor tranquilizers (chlordiaze- 
poxide, diazepam and meprobamate) during first trimester of pregnancy has 
been suggested in several studies. Because use of these drugs is rarely a matte 
of urgency, use of lorazepam during this period should almost always be avoidec 
Possibility that a woman of child-bearing potential may be pregnant at institutio~ 
therapy should be considered. Advise patients if they become pregnant to corr 
municate with their physician about desirability of discontinuing the arug: In 
humans, blood levels from umbilical cord blood indicate placental transfer of 
lorazepam and its glucuronide 

NURSING MOTHERS: It is not known if oral lorazepam is excreted in human milk 
like other benzodiazepines. As a general rule, nursing should not be undertakenw 
while on a drug since many drugs are excreted in milk. 


Adverse Reactions, if they occur, are usually observed at beginning of therapy 
and generally disappear on continued medication or on decreasing dose. Ina 
sample of about 3,500 anxious patients, most frequent adverse reaction is seda- 
tion (15.9%), followed by dizziness (6.9%), weakness (4 2%) and unsteadiness 
(3.4%). Less frequent are disorientation, depression, nausea, change in appetite» 
headache, sleep disturbance, agitation, dermatological symptoms, eye function» 
disturbance, various gastrointestinal symptoms and autonomic manifestations. 
Incidence of sedation and unsteadiness increased with age. Small decreases in 
blood pressure have Deen noted but are not Clinically significant, probably being 
related to relief of anxiety. 
Transient amnesia or memory impairment has been reported in association wi 
the use of benzodiazepines 
Overdosage: In management of overdosage with any drug, bear in mind multig 
agents may have been taken, Manifestations of overdosage include somnolence 
confusion and coma. Induce vomiting and/or undertake gastric lavage followed * 
general supportive care, monitoring vital signs and close observation Hypoten- 
sion, though unlikely, usually may be controlled with Levarterenol Bitartrate 
Injection U.S.P. Usefulness of dialysis has not been determined 
DOSAGE: Individualize for maximum beneficial effects. Increar 
dose gradually when needed, giving higher evening dose 
before increasing daytime doses. Anxiety, usually 2-3mg/ 


ae day given b.i.d. or t.I.d.; dosage may vary from 1 to 10mg/ 


day in divided doses. For elderly or debilitated, initial! 
1-2mg/day; insomnia due to anxiety or transient situation 


r stress, 2-4mg h.s. 
€ a HOW SUPPLIED: 0.5, 1.0 and 2.0mg tablets. 
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For the chronic psychotic patient, Navane can 
mean improved motivation! and more 
competent work performance?’ 
Improvement generally occurs without 
serious side effects. Anticholinergic* and 
cardiovascular>© side effects are reported 
infrequently. Should extrapyramidal symptoms 
occur, they usually can be controlled. 
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BRIEF SUMMARY OF PRESCRIBING INFORMATION 

Navane® (thiothixene) Capsules: 1 mg, 2 mg, 5 mg, 10 mg, 20 mg 

(thiothixene hydrochloride) Concentrate: 5 mg/ml, Intramuscular: 2 mg/ml, 5 mg/ml 

Indications: Navane is effective in the management of manifestations of psychotic disorders. Navane has 
not been evaluated in the management of behavioral complications in patients with mental retardation, 
Contraindications: Contraindicated in patients with circulatory collapse, comatose states, central nervous 
system depression due to any cause, and blood oysoaas Contraindicated in individuals who have shown 
hypersensitivity to the drug. It is not known whether there is a cross-sensitivity between the thioxanthenes 
and the phenothiazine derivatives, but the possibility should be considered. 

Warnings: Tardive Dyskinesia— Tardive dyskinesia, a syndrome consisting of potentially irreversible, in- 
voluntary, dyskinetic movements may develop in patients treated with neuroleptic (antipsychotic) drugs. 
Although the prevalence of the syndrome appears to be highest among the elderly, especially elderly women, 
itis impossible to rely upon prevalence estimates to predict, at the inception of neuroleptic treatment, which 
patients are likely to develop the syndrome. Whether neuroleptic drug products differ in their potential to 
cause tardive dyskinesia is unknown 

Both the risk of developing the syndrome and the likelihood that it will become irreversible are believed 
to increase as the duration of treatment and the total cumulative dose of neuroleptic drugs administered to 
the patient increase. However, the syndrome can develop, although much less commonly, after relatively 
brief treatment periods at low doses. 

There is no known treatment for established cases of tardive dyskinesia, although the syndrome may 
remit, partially or completely, if neuroleptic treatment is withdrawn Neuroleptic treatment, itself, however, 
may suppress (or partially suppress) the signs and symptoms of the syndrome and thereby may possibly 
mask the underlying disease process. The effect that symptomatic suppression has upon the long-term 
course of the syndrome is unknown. 

Given these considerations, neuroleptics should be prescribed in a manner that is most likely to minimize 
the occurrence of tardive dyskinesia Chronic neuroleptic treatment should generally be reserved for pa- 
tients who suffer from a chronic illness that, 1) is known to respond to neuroleptic drugs, and, 2) for whom 
alternative, equally effective, but potentially less harmful treatments are not available or appropriate. In pa- 
tients who do require chronic treatment, the smallest dose and the shortest duration of treatment producing 
a heard Clinical response should be sought. The need for continued treatment should be reassessed 
periodically. 

If signs and symptoms of tardive dyskinesia appear in a patient on neuroleptics, drug discontinuation 
souy be considered. However, some patients may require treatment despite the presence of the 
syndrome 

(For further information about the description of tardive dyskinesia and its clinical detection, please refer 
to Information for Patients in the Precautions section, and to the Adverse Reactions section.) 

Neuroleptic Malignant Syndrome (NMS)—A potentially fatal symptom complex sometimes referred to 
as Neuroleptic Malignant Syndrome (NMS) has been reported in association with antipsychotic drugs. Clin- 
ical manifestations of NMS are hyperpyrexia, muscle rigidity, altered mental status and evidence of auto- 
nomic instability (irregular pulse or blood pressure, tachycardia, diaphoresis, and cardiac d srhythimas). 

The diagnostic evaluation of patients with this syndrome is complicated. In arriving at a diagnosis, it is 
important to identify cases where the clinical presentation includes both serious medical illness (e.g. pneu- 
monia, systemic infection, etc.) and untreated or inadequately treated extrapyramidal signs and symptoms 
(EPS) Other important considerations in the differential diagnosis include central anticholinergic toxicity, 
heat stroke, drug fever and primary central nervous system fens) pathology, 

The management of NMS should include 1) immediate discontinuation of antipsychotic drugs and other 
drugs not essential to concurrent therapy, 2) intensive eymptomate treatment and medical montering, and 
3) treatment of any concomitant serious medical problems for which specific treatments are available, There 
is no general agreement about specific pharmacological treatment regimens for uncomplicated NMS. 

If a patient requires antipsychotic drug treatment after recovery from NMS, the potential reintroduction 
of drug therapy should be carefully considered. The patient should be Carefully monitored, since recur- 
rences of NMS have been reported 

Usage in Pregnancy—Safe use of Navane during pregnancy has not been established Therefore, this 
drug should be given to pregnant patients only when, in the judgment of the physician, the i ddd benefits 
from the treatment exceed the possible risks to mother and fetus. Animal reproduction studies and clinical 
experience to date have not demonstrated any teratogenic effects. 

In the animal reproduction studies with Navane, there was some decrease in conception rate and litter 
size, and an increase in resorption rate in rats and rabbits, changes which have been similarly reported with 
other ele agents. After repeated oral administration of Navane to rats (5 to 15 mg/kg/day), rabbits 
(3 to 50 mg/kg/day), and monkeys (1 to 3 mg/kg/day) before and during gestation, no teratogenic effects 
were seen. (See Precautions.) 

Usage in Children—The use of Navane in children under 12 years of age is not recommended because 
Safety and efficacy in the pediatrie age group have not been established. 

As is true with many CNS drugs, Navane may impair the mental and/or physical abilities required for the 
performance of potentially hazardous tasks such as driving a car or operating machinery, especially during 
the first few days of therapy. Therefore, the patient should be cautioned accordingly. 

As in the case of other CNS-acting drugs. patients recaving Navan should be cautioned about the pos- 
sible additive effects (which may include potension) with CNS depressants and with alcohol 
Precautions: An antiemetic effect was observed in animal studies with Navane: since this effect may also 
occur in man, it is possible that Navane may mask signs of overdosage of toxic drugs and may obscure 
conditions such as intestinal obstruction and brain tumor. 

In consideration of the known capability of Navane and certain other Psychotropic drugs to precipitate 
convulsions, extreme caution should be used in patients with a history of convulsive disorders or those in 
a state of alcohol withdrawal since it may lower the convulsive threshold. Although Navane potentiates the 
actions of the barbiturates, the dosage of the anticonvulsant therapy should not be reduced when Navane 
is administered concurrently. 

Caution as well as careful adjustment of the dosage is indicated when Navane is used in conjunction with 
other CNS depressants other than anticonvulsant drugs. 

Though exhibiting rather weak anticholinergic properties, Navane should be used with caution in patients 
who are known or suspected to have glaucoma, or who might be exposed to extreme heat, or who are 
receiving atropine or related drugs 

Use with caution in patients with cardiovascular disease. 

Also, careful observation should be made for pigmentary retinopathy, and lenticular pigmentation (fine 
lenticular pigmentation has been noted in a small number of patients treated with Navane for prolonged 
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periods). Blood dyscrasias (agranulocytosis, pancytopenia, thrombocytopenic purpura), and liver damage 
(jaundice, biliary stasis) have been reported with related drugs. 

Undue exposure to sunlight should be avoided. Photosensitive reactions have been reported in patients 
on Navane (thiothixene). 

Intramuscular Administration—As with all intramuscular preparations, Navane Intramuscular should be 
Et bias well within the body of a relatively large muscle. The preferred sites are the upper outer quadrant 
of the buttock (i.e. gluteus maximus) and the mid-lateral thigh. 

The deltoid area should be used only if well developed, such as in certain adults and older children, anc 
then only with caution to avoid radial nerve injury. Intramuscular injections should not be made into the 
lower and mid-thirds of the upper arm. As with all intramuscular injections, aspiration is necessary to help 
avoid inadvertent injection into a blood vessel. 

Neuroleptic drugs elevate prolactin levels; the elevation persists during chronic administration. Tissue 
culture experiments indicate that approximately one third of human breast cancers are prolactin-dependent 
in vitro, a factor of potential importance if the prescription of these drugs is contemplated in a patient with 
a previously detected breast cancer. Although disturbances such as galactorrhea, amenorrhea, gyneco- 
mastia, and impotence have been reported, the clinical significance of elevated serum prolactin levels is 
unknown for most patients. An increase in mammary neoplasms has been found in rodents after chronic 
administration of neuroleptic drugs. Neither clinical studies nor epidemiologic studies conducted to date, 
however, have shown an association between chronic administration of these drugs and mammary tumor- 
igenesis, the available evidence is considered too limited to be conclusive at this time. 

Information for Patients—Given the likelihood that some patients exposed chronically to neuroleptics will 

develop tardive dyskinesia, it is advised that all patients in whom chronic use is contemplated be given, if 
possible, full information about this risk. The decision to inform patients and/or their guardians must ob- 
viously take into account the clinical circumstances and the competency of the patient to understand the 
information provided. 
Adverse Reactions: Note: Not all of the following adverse reactions have been reported with Navane 
(thiothixene). However, since Navane has certain chemical and pharmacologic similarities to the phenothi- 
azines, all of the known side effects and toxicity associated with phenothiazine therapy should be borne in 
mind when Navane is used. 

Cardiovascular effects: Tachycardia, hypotension, lightheadedness, and syncope. In the event Le Peel 
sion occurs, epinephrine should not be used as a pressor agent since a paradoxical further lowering of blood 
pressure may result. Nonspecific EKG changes have been observed in some patients receiving Navane 
cla These changes are usually reversible and frequently disappear on continued Navane therapy. 

he incidence of these changes is lower than that observed with some phenothiazines. The clinical signifi- 
cance of these changes is not known. 

CNS effects: Drowsiness, peed mild, may occur although it usually subsides with continuation of 
Navane therapy. The incidence of sedation appears similar to that of the piperazine group of phenothiazines, 
but less than that of certain aliphatic phenothiazines. Restlessness, agitation and insomnia have been noted 
bat mare: Seizures and paradoxical exacerbation of psychotic symptoms have occurred with Navane 
infrequently. 

í Hyperrellexia has been reported in infants delivered from mothers having received structurally related 
rugs. 

In addition, phenothiazine derivatives have been associated with cerebral edema and cerebrospinal fluid 
abnormalities. 

Extrapyramidal symptoms, such as pseudo-parkinsonism, akathisia, and dystonia have been reported. 
Management of these extrapyramidal symptoms depends upon the type and severity. Rapid relief of acute 
symptoms may require the use of an injectable antiparkinson agent. More slowly emerging symptoms may 
be managed by reducing the dosage of Navane and/or administering an oral antiparkinson agent. 

Persistent Tardive Dyskinesia: As with all antipsychotic agents tardive dyskinesia may appear in some 
patients on long-term therapy or may occur after drug therapy has been discontinued. The syndrome is 
characterized by rhythmical involuntary movements of the tongue, face, mouth or jaw (e.g., protrusion of 
tongue, puting of cheeks, puckering of mouth, chewing movements). Sometimes these may be accom- 
panied by involuntary movements of extremities. 

Since early detection of tardive dyskinesia is important, petonte should be monitored on an ongoing ba- 
sis. It has been reported that fine vermicular movement of the tongue may be an early sign ofthe narom 
If this or any other presentation of the syndrome is observed, the clinician should consi 
tinuation of neuronii medication. (See Warnings section.) 

Hepatic Effects: Elevations of serum transaminase and alkaline phosphatase, usually transient, hav 2 
been infrequently observed in some patients. No clinically confirmed cases of jaundice attributable to 
Navane have been reported. 

Hematologic Effects: As is true with certain other peychotropic drugs, leukopenia and leukocytosis, 
which are usually transient, can occur occasionally with Navane. Other antipsychotic drugs have been as- 
sociated with agranulocytosis, eosinophilia, hemolytic anemia, thrombocytopenia and pancytopenia. 

Allergic Reactions: Rash, pruritus, urticaria, protosensitivity and rare cases of anaphylaxis have been 
reported with Navane. Undue exposure to sunlight should be avoided. Although not experienced with 
Navane, exfoliative dermatitis and contact dermatitis (in nursing personnel) have been reported with certain 
phenothiazines 

Endocrine Disorders: Lactation, moderate breast enlargement and amenorrhea have occurred in a small 
percentage of females receiving Navane. If persistent, this may necessitate a reduction in dosage or the 
discontinuation of therapy. Phenothiazines have been associated with false positive pregnancy tests, gy- 
necomastia, hypoglycemia, hyperglycemia, and glycosuria. 

Autonomic Effects: Dry mouth, blurred vision, nasal Congestion, constipation, increased sweating, in- 
creased salivation, and impotence have occurred infrequently with Navane therapy. Phenothiazines have 
been associated with miosis, mydriasis, and adynamic ileus. 

Other Adverse Reactions: Hyperpyrexia, anorexia, nausea, vomiting, diarrhea, increase in appetite and 
weight, weakness or fatigue, polydipsia and peripheral edema. 

Although not reported with Navane, evidence indicates there is a relationship between phenothiazine 
therapy and the occurrence of a systemic lupus erythematosus-like syndrome. 

Neuroleptic Malignant Syndrome (NMS): Please refer to the text regarding NMS in the WARNINGS 
section. 

NOTE: Sudden deaths have occasionally been reported in patients who have received certain phenothi- 
azine derivatives. In some cases the cause of death was apparently cardiac arrest or asphyxia due to failure 
of the cough reflex. In others, the cause could not be determined nor could it be established that death was 
due to phenothiazine administration 
Dosage: Dosage of Navane should be individually adjusted depending on the chronicity and severity of the 
condition. See full prescribing information. 
oe For information on signs and symptoms, and treatment of overdosage, see full prescribing 
information 
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E Now after 23 years 


e Norpramin is the #1 prescribed antidepressant by 
psychiatrists for the 2nd year in succession (based 
on a national prescription audit through July, 1987) 





Percent Change in New Prescriptions 


Norpramin New Prescriptions 


Total Antidepressant New Prescriptions 








1983 1984 1985 1986 1987 
Figure 1. The red line tracks the percent prescription activity for the antidepressant 
change in new Norpramin prescriptions. market (based on data from a national 

The yellow line represents the total new prescription audit through July 1987). 
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a The reasons are clear 


e A 23-year record of efficacy in relieving 
symptoms s of depression, including somatic 
anxiety,’ sleep disturbances? 


e Less anticholinergic activity than amitriptyline or 
doxepin, as shown in studies in the laboratory? 
and in normal human subjects*” 

(see Warnings) 





e Usually no excessive daytime drowsiness” 
(see Warnings) 





- A well-defined clinical profile 





e Unexcelled dosage flexibility, for patient 
convenience and compliance, for cost savings 
to patient... 





*Norpramin does not usually inhibit normal activity, although patients should be cautioned 
against driving or operating machinery if drowsiness occurs (see Warnings, Precautions, and 
Adverse Reactions). 
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INC., Cincinnati, Ohio 45215. Adolphe A: Anticholinergic activity of the tricyclic 


antidepressants despiramine [isic] and doxepin in 
3. Snyder SH and Yamamura HI: Antidepressants and the nondepressed volunteers. Communic Psychopharmacol 
muscarinic acetylcholine receptor. Arch Gen Psychiat 1978; 2:145-150. 
1977; 34:236-239. 
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Convenient choice of 6 tablet strengths and once 
daily or divided dosage allows titration to 
individual response 


10 mg 25 mg 


50 mg 75 mg 
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Norpramin* 
(desipramine hydrochloride tablets USP) 


CAUTION: Federal law prohibits dispensing without prescription 


DESCRIPTION 
Norpramin (desipramine hydrochloride USP) :s an antidepressant drug of the tricyclic type, and 1s chemically 
SH-Dibenw [b.f] azepine-5-ofopanamine. 10. 1-diħydro-M-methy! monohydrochloride 


* HCI 
N 


A H-NHCH 
INACTIVE INGREDIENTS OMEGNA; 
The following inactive ingredients are contained in all dosage strengths ACAcia, caicium carbonate, com 
starch, D&C Red No 30 and D&C Yellow No 10 ‘except 10 mg and 150 mg), FD&C Blue No 1. FD&C Red No 3 
FD&C Yellow No. 6. hydrogenated soy oil, iron oxide. light mineral oil, magnesium stearate. mannitol 
polyethylene glycol 8000, pregelatinized com starch. sodium benzoate (except 150 mg). sucrose. talc 
titanium dioxide. and other ingredients 


CLINICAL PHARMACOLOGY 

Mechanism of Action 

Available evidence suggests that many depressions have a biochemical basis in the form of a relative 
deficiency of neurotransmitters such as norepinephrine and serotonin Norepinephrine deficiency may be 
associated with relatively low urinary 3-methoxy-4-hydroxypheny! glycol (MHPG) levels, while serotonin 
deficiencies may be associated with low spinal fluid levels of 5-hydroxyindoleacetic acid 

While the precise mechanism of action of the tricyclic antidepressants 1s unknown, a leading theory suggest: 
that they restore normal levels of newotransmitters by blocking the re-uptake of these substances from the 
‘Synapse ın the central nervous system Evidence indicates that the secondary amine tricyclic antidepres 
sants, including Norpramin, may have greater activity in blocking the re-uptake ot norepinephrine Tertiary 
amine tricyclic antidepressants. such as amitriptyline, may have greater effect on serotonin re-uptake 
Norpramin (desipramine hydrochloride) 1s not a monoamine oxidase (MAO) inhibitor and does not act primarily 
as a central nervous system stimulant 1t has been found in some studies to have a mare rapid onset at action 
than imipramine Earliest therapeutic effects may occasionally be seen in ? to 5 days. but full treatment 
benetit usually requires 2 to 3 weeks to obtain 

Metabolism 

Incyclic antidepressants such as desipramine hydrochloride are Japidly absorbed trom the gastrointestinal 
tract Tricyclic antidepressants or their metano!ites are to some extent excreted through the pastric mucosa 
and reabsorbed trom the gastrointestinal tract Desipramine 1s metabolized in the liver and approximately 
70% 15 excreted in the urine 

The rate of metabolism of tricyclic antidepressants varies widely trom individual to individual. chiefly on a 
genetically determined basis Up to a thirty-svxtold difference in plasma level may be noted among individu 
als taking the same oral dose ot desipramine In general. the elderly metabolize tnevclic antidepressants 
more slowly than do younger adults 

Certain drugs, particularly the psychastimulants and the phenothiazines, increase plasma levels o! con 
comitantly administered tricyclic antidepressants through competition for the same metabolic enzyme Sys 
tems Concurrent administration of cimetidine and tricyclic antidepressants can produce clinically 
Significant increases in the plasma concentrations of the tricyclic antidepressants Conversely, decreases in 
plasma levels of the tricyclic antidepressants have been reported upon discontinuation ot cimetidine which 
may result in the loss of the therapeutic efficacy of the tricyclic antidepressant Other substances, par 
ticularly barbiturates and alcohol. induce liver enzyme activity and thereby reduce tricyclic antidepressant 
plasma levels Similar eftects have been reported with tobacco smoke 

Research on the relationship of plasma level £o therapeutic response with the tricyclic antidepressants ha: 
produced conflicting results While some studies report no correlation many studies cite therapeutic levels 
tor most tricyclics in the range of 50 to 300 nanograms per milliliter The therapeutic tange 1s different tor 
each tricyclic antidepressant For desipramine an optimal range of therapeutic plasma levels has not been 
established 


INDICATIONS 
Norpramin (desipramine hydrochloride) 15 indicated tor relret ot symptoms in various depressive syndromes, 
especially endogenous depression 


CONTRAINDICATIONS 

Desipramine hydrochloride should not be given in conjunction with. or within 2 weeks of treatment wilh an 
MAO inhibitor drug. hyperpyretic crises. severe convulsions, and death have occurred in patients taking MAD 
inhibitors and Incyclic antidepressants When Norpramin (desipramine hydrochloride) 15 substituted for an 
MAQ inhibitor, at least 2 weeks should elapse between treatments Norpramin should then be started 
Cautiously and should be increased gradually. 

The drug 1s contraindicated in the acute recovery period following myocardial intarction | should not be used 
in those who have shown prior hypersensitwity to the drug Cross sensitivity between this and other 
dibenzazepines 1s a possibility 


WARNINGS 
| Extreme caution should be used when this drug 1s given in the following situation: 
a in patients with cardiovascular disease, because o! the possibility n' conduction defects 
arrhythmias, tachycardias, strokes, and acute myocardial infarction 
b In patients with a history of urinary retention or glaucoma. because of the anticholinergic properties 
of the drug 
c In patients with thyroid disease or those taking thyroid medication because of the possibility of 
cardiovascular toxicity, including arrhythmias, 
d in patients with a history of seizure disorder, because this drug nas been shown 10 lower the seizure 
threshold 
This drug s capable of blocking the antihypertensive effect ot puanethidine and similarly acting com 
bounds 


3 USE IN PREGNANCY 

Sate use of desipramine hydrochloride during pregnancy and lactation has not been established, therefore 
It it 1S to be given to pregnant patients nursing mothers or women of childbearing potential, the possible 
benefits mus! be weighed against the possible navards to mather and child Animal reproductive studies have 
been inconclusive 
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4 USE IN CHILDREN 

Norpramin (desipramine hydrochloride) 1s not recommended for use in children since satety and effec 
tiveness in the pediatric age group have not been established 
5. The patient should be cautioned that this drug may impair the mental and/or physical abilities required for 
the performance of potentially hazardous tasks such as driving a car or operating machinery 
6 In patients who may use alcohol excessively, it should be bome in mind that the potentiation may 
increase the danger inherent in any suicide attempt or overdosage 


PRECAUTIONS 

1 [tis important that this drug be dispensed in the least possible quantities to depressed outpatients, since 
suicide has been accomplished with this class of drug. Ordinary prudence requires that children not have 
access to this drug or to potent drugs of any kind. if possible. this drug should be dispensed in containers, 
with child-resistant safety closures. Storage of this drug in the home must be supervised responsibly 

2 It serious adverse effects occur, dosage should be reduced or treatment should be altered 

3. Norpramin (desipramine hydrochloride) therapy in patients with manic-depressive illness may induce a 
hypomanic state after the depressive phase terminates, 

4 The drug may cause exacerbation of psychosis in schizophrenic patients, 

5 Close supervision and caretul adjustment of dosage are required when this drug ıs given concomitantly 
with anticholinergic or sympathomimetic drup 

6 Patients should be warmed that while taking this drug the response to alcoholic beverages may be 
exaggerated 

7 Chimical experience in the concurrent administration of ECT and antidepressant drugs 1: limited Thus i 
Such treatment 15 essential the possibility of increased risk relative to benetits should be considered 

8 It Norramin (desipramine nydrocnloride) 1s 10 be combined with other PSychotropii agents such as 
Tanquilizers or sedative/hypnotics careful consideration should be given to the pharmacoiogy of the agents 
employed since the sedative ettacts at Norpramin and benzodiazepines (2 g chlordialepaxide or diazepam) 
are additive Both the sedative and anticholinenp. effects af the maior tranquilizers are also additive tu 
those of Norpramin 

9 Concurrent administration of cimetidine and tricyclic antidepressants can produce climcally significant 
increases in the plasma levels of the tricyclir antidepressants (see CLINICAL PHARMACOLOGY Metabo- 
hsm! Conversely decreases in plasma levels af the tricyclic antidepressants, have been reported upon 
discontinuation of cimetidine which may result in the loss ot the therapeutic eHicacy ot the trieych: 

antidepressant 

10 This drup should be discontinued as soon as possible prior to elect 
catdiovasculai eects Hypertensive episodes have been observed di 
desipramine hydrochionide 

11 Both elevation and lowering ot blood sugar levels have been reported 

12 Leukocyte and differential counts should be performed in any patient who develops tever and sore throat 
uring therapy the drup should be discontinued it there 1s evidence of pathologic neutrophi! depression 


ADVERSE REACTIONS 

Note Included in the following listing are a tew adverse reactions that have not been reported with this 
Specitic drug However, the pharmacologic similarities among the tricyclic antidepressant drugs require thal 
each o! the reactions be considered when Norpramin (desipramine hydrochloride) 15 given 


Cardiovascular: hypotension hypertension tachycardia, palpitation, arrhythmias heart bioch myocardial 
infarction stroke 


Psychiatric: contusional states (especially in the elderly) with hallucinations. disorientation delusions, 
anuety restlessness. agitation insomnia and nigntmares. hypomania exacerbation ot psychos: 


Neurologic: numbness, tingling paresthesias of extremities, incoordination. ataxia tremors peripheral 
neuropathy extrapyramidal symptoms, seizures alteration in LEG patterns tinnitus 


Anticholinergic: dry mouth, and rarely associated sublingual adenitis blurted vision disturbance o! 
accommodation. mydriasis. increased intraocular pressure constipation, paralytic ileus, urinary retention 
delayed micturition, dilatation of urinary tract 


Allergic: skin rash, petechie. urticaria. itching, photosensitization (avoid excessive exposure ty sunlight) 
edema (ot tace and tongue or general) drug fever cross sensitivity with other tricyeli drugs, 


logic: bone marrow depressions including agranulocytosis, eosinophilia Dutpura throm 
ytopenia 


Gastrointestinal: anorexia nausea and vomiting epigastric distress. peculiar taste abdominal cramps 
diarrhea stomatitis black tongue 


Endocrine. gynecomastia i the male breast enlargement and galactorthea in the temaie increased ot 
decreased libido, impotence, painful ejaculation. testicular swelling elevation or depression ot blood 
sugar levels syndrome of inappropriate antidiuretic hormone secretion (SIADH! 


Other: jaundice (simulating obstructive). altered liver function weight gain o loss perspiration 
flushing urinary trequency nocturia parotid swelling drowsiness. dizziness weakness and fatigue 
headache alopecia 


Withdrawal Symptoms: Though no! indicative of addiction atwupt cessation of treatment after prolonged 
therapy may produce nausea. headache and malaise 


DOSAGE AND ADMINISTRATION 

Not recommended tor use in children 

Lower dosages are recommended to elderly patients and adolescents Lower dosages ae also recom 
mended to outpatients Compared to hospitalized patients. who are closely supervised Dosage should be 
initiated at a low level and increased according to clinical response and any evidence of intolerance 
Following remission. maintenance medication may be required for a period of time and should be at the 
lowest dose that will maintain remission 


Usual Adult Dose 

The usual adult dose is 100) 10 200 mg per day In more severely il! patients dosage may be further 
increased pradually tu 300 mp/dav \* necessary Dosages above 300 mg/day are not recommended 
Dosage should be initiated at à lower level and increased according 10 tolerance and climcat response 
Treatment ot patients requiring as much as 300 mp should generally be initiated in nospitals where 
tegula wisily by the physician skilled nursing care and frequent electrocardiograms (ECGs) are 
available 
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The best available evidence of impending toxicity trom very high doses of Norpramin 1s prolongation of ti 
QRS or QI intervals on the ECG. Prolongation of the PR interval 1s also significant. but less close 
correlated with plasma levels.Clinical symptoms of intolerance. especially drowsiness, dizziness, a) 
Postural hypotension. should also alert the physician to the need for reduction in dosage Plasn 
desipramine measurement would constitute the optimal guide to dosage monitoring 

Initial therapy may be administered in divided doses or a single daily dose 

Maintenance therapy may be given on a once-daily schedule tor patient convenience and compliance 


Adolescent and Geriatric Dose 

The usual adolescent and geriatrie dose is 25 to 100 me daily 

Dosage should be initiated at a lower level and increased according to tolerance and clinical response 
a usual maximum of 100 mg daily in more severely ill patients, dosage may be further increased to 1! 
mg/day Doses above 150 mg/day are not recommended in these age groups 

Initial therapy may be administered in divided doses or a single daily dose 

Maintenance therapy may be given on a once-daily schedule for patient convenience and compliance 


OVERDOSAGE 
There is no specitic antidote for desipramine. nor are there specitic phenomena at diagnosti. vali 
characterizing poisoning by the drug 
Within an hour of ingestion the patient may become agitated or stuporous and then comatose Hypotensio 
stioch. and renal shutdown may ensue. Grand mal seizures. doth early and late after ingestion, have set 
reported Hyperactive retlexes, hyperpyrexia. muscle rigidity. vomiting and ECG evidence at impaire 
Conduction may occu. Serious disturbances ot cardiac rate, rhythm. and output can occur The precepts | 
early evacuation at the ingested material and subsequent support of respiration (airway and movement 
circulation. and renal output apply 
The principles of management of coma and shock by means ot the mechanical respirato cardia 
pacemaker. monitoring of central venous pressure. and regulation of tuid and acid-base balance are wei 
known in most medical centers and are not further discussed here 
Because CNS involvement. respiratory depression. and cardiac arrhythmia can occur suddenly hospital za 
tion and close observation are generally advisable even when the amount ingested 15 thought to be smal 
or the initial degree ot intoxication appears slight or moderate Most patients with FCG abnormali'ie 
should have continuous cardiac monitoring tor at least 72 hours and be closely observed until well afte 
cardiac status has retuned to normal, relapses may occur after apparent recovery 
The slow intravenous administratian ot physostigmine salicylate has been reportad to reverse most of th 
anticholinergic cardiovascular and CNS elects o' overdose with tricyclic antidepressants in adults, | 1 
À mg has been reported to be effective In children the dose should be started with 0 5 mg and repeat 
at S-minute intervals to determine the minimum etfective dose, na more than ? mp should be piven 
Because of the short duration of action of physostigmine the effective dose should be repeated at 30 
minute to 60-minute intervals, as necessary Rapid injection should be avoided to reduce the possibilit 
ot physostigmine-induced convulsions 
Other possible therapeutic considerations include 

(a) Dialysis Desipramine 1s tound in low concentration 11 the serum, even atter a massive oral dose 
In vitro experiments in which blood ban blood was usad indicate that it 1S very poorly dialyvaed 
Because ot indications that the drup is secreted in asthe juice constant gastric lavage has beer 
suggested 

(b) Pharmacologic treatment ot shock Since desipramine potentiates the action o! such VASODESSO 
agents as levartereno! and metaramino! they should be used only with caution 

(c) Pharmacologic control ot seizures Intravenous barbiturates are the treatment of Choice tor the 
control ot grand mal seizures One may alternatively consider the parenteral use o' diphenvihydantcin: 
which nas less central depressant eect but also has an effect on heart rhythm that nas not yet been fully 
detined 

(d) Pharmacologic contro! of cardiac function. Severe disturbances ot cardiac fate. rhythm. and oul 
are probably the initiating events in shock Intravascular volume mus’ be maintained by v turds 
Digitalization should be cartied out early in view of the tact that a positive inotropic etfect can be 
achieved without increase in cardiac work Many of the cardiodynamic effects of digitalis are the exact 
opposite of those of massive doses of desipramine (animal studies} 


HOW SUPPLIED 
10 mg blue coated tablets imprinted 68. / 
NOC 0068-000/-01. bottles of 100 
25 me yellow coated tablets imprinted MERRELL 11 or NORPRAMIN 25 
NOC 0068-0011-01 bottles ot 100 
NOC 0068-0011-61 unit dose dispenser ot 100 
NOC 0068-001 1-10 bottles ot 1000 
50 mg green coated tablets imprinted MERRELL 15 or 
NOC 0068-0015-01 bottles of 100 
NOC 0068-0015-61 unit dose dispenser ot 100 
NOC 0068-001 5-10 botties ot 1000 
' mg orange coated tablets imprinted MERRELL 19 or NORPRAMIN I 
NDC 0068-0019-01 bottles ot 100 
100 mg peach coated tablets imprinted MERKEL: 20 or NORPRAMIN 100 
NOC 0068-0020-01 botties of 100 
150 mg white coated tablets imprinted MERREL 21 or NORPRAMIN 150 
NOC 0068-0021-50. botties af 50 
Norpramin tablets should be stowed at room temperature preferably below 86°F (30 C) Protect trom 
excessive heat 
Product information as of April, 1987 ¥2900 
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And Restless. 


At Psychiatric Institutes of America, were 
particular about our doctors. It's because 
they have so much input into the way we 
do things. 

So when we say we want people who are 
young and restless, it has nothing to do with 
age. Just spirit. Were looking for doctors 
who want a growing, vibrant private practice. 
And who speak up when they have an idea 
that can make things better. 

As the quality care leader among 


psychiatric hospitals, we'll provide you 
with the right environment to be the best 
doctor you can be. We'll also do everything 
we can to help you be the best business- 
person. Including helping you build 

your practice. 

It’s never too soon to think about your 
future. If you specialize in adult, adolescent, 
or child psychiatry, and are Board Certified 
or Eligible, call us or return the coupon today 
along with your CV. 
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We're Looking For You. 


Send to: Mr. Steve Sams, Vice President, Physician l 
Services, 1010 Wisconsin Avenue, Washington, DC 


20007. (Or call 800-445-2144/202-298-4807.) 
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Part of the NME Specialty 
Hospital Group. 
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The American Psychiatric Association 
1400 K Street, N.W., Washington, D.C. 20005 
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Willian H. Reid 
Bernice E. Coleman 


Manfred S. Guttmacher Award 

Marie H. Eldredge Award 

Hospital and Community Psychiatry 
Achievement Awards 

Isaac Ray Award 

Ittleson Award 

Weinberg Memorial Award 

McGavin Award 

Vestermark Award 

Samuel G. Hibbs Award 


Doris Lee Dickens 
Richard T. Rada 
Dennis P. Cantwell 
Sanford I. Finkel 
Mina Karen Dulcan 
Bryce Templeton 
Steven M. Mirin 


Advertising Will D. Strathmann 
Headquarters Raymond I. Band 
Member Life, Accident, and Health 

Insurance Harvey Bluestone 
Special Benefit Programs Abram M. Hostetter 
Personnel Maurice J. Martin 


Advertisers and Exhibitors 
Telemedical Services 
History and Library 
Exhibits Advisory 

Friends of the APA 

PIA Foundation Hospital Research Awards 


COUNCIL ON INTERNATIONAL 


Henry H. Work 

Jane H. Preston 

Lucy D. Ozarin 

Joseph H.B. Honnigford 
Evelyn P. Ivey-Davis 
H. Richard Lamb 


AFFAIRS i Harold M. Visotsky 
Abuse and Misuse of Psychiatry and 
Psychiatrists Michael R. Zales 


Inter-American Council Liaison 

Human Rights 

Problems of Americans Overseas 

Psychosocial Aspects of the Middle 
East Process 

International Education 

Joint Meeting in China 

World Psychiatric Association Regional 
Symposium 

Terrorism 


COUNCIL ON MEDICAL EDUCATION 
AND CAREER DEVELOPMENT 

Administrative Psychiatry 

Medical Student Education 

Graduate Education 

Continuing Education 

Consultation-Liaison Psychiatry and 
Primary Care Education 

Impaired Physician 

Communication Between APA and ABPN 

Recertification 

Independent Study 

PKSAP-VI 

Residents 

Post Residency Fellowship Programs 

APA/Burroughs Wellcome Fellowship 


Jorge A. Costa e Silva 
Lawrence Hartmann 
Eric A. Plaut 


George Tarjan 
Normund Wong 
Herbert Pardes 


Robert E. Hales 
Louis J. West 


Joel Yager 

Stephen L. Rachlin 
Leah Joan Dickstein 
Stefan P. Stein 

John W. Goethe 


Troy L. Thompson IJ 
Robert W. McDermott 
Richard I. Shader 

for P. Tupin 

Keith Hadley Johansen 
Gordon Darrow Strauss 
Henry Carl Emmons 
George H. Pollock 
Roger Peele 


APA/Mead Johnson Fellowship ames T. Barter 


Minority Fellowship Program Charles A. Pinderhughes 
Psychiatric Leadership in Public Mental 

Health Programs Robert L. Leon 
Education Activities for DSM-III-R Michael A. Fauman 
COUNCIL ON NATIONAL AFFAIRS Lindbergh S. Sata 
Abuse and Misusé of Psychiatry in U.S. Roger Dale Walker 
Asian-American Psychiatrists Joe S. Kobayashi 
Black Psychiatrists est A. Kendrick 
American Indian and Alaskan 

Native Psychiatrists Linda K. Cross 
Foreign Medical Graduates Walter Weintraub 
Religton and Psychiatry Marc Galanter 
Hispanic Psychiatrists Eduardo R. Val 
Women Nada Logan Stotland 
Gay, Lesbian, and Bisexual Issues James Paul Krajeski 
Occupational Psychiatry Duane Q. Hagen 


Psychiatric Aspects of AIDS Stuart E. Nichols, Jr. 


Psychological Aspects of Nuclear Arms 


Development ye E. Lipton 
Victimization artin Symonds 
COUNCIL ON PSYCHIATRIC 

SERVICES J. Frank James 
Federal Government Health Services William B. Hunter MI 
Alcoholism Richard J. Frances 
Clinician Safety William R. Dubin 
Drug Abuse Edward Kaufman 
Rehabilitation Arthur T. Meyerson 


State Mental Health Systems Ernest W. Klatte 


American RAET Association Mark A. Gould 
Functions of the Hospital and Community 
Psychiatry Service, Journal, and Institute H. Richard Lamb 
Institute on Hospital and Community 
Leonard I. Stein 


de ase) Program 
Psychiatric Services for Mentally Retarded! 
Develo, tally Disabled Adults 

Chronically Mentally Il David L. Cutler 
Veterans Administration Affairs Frederick G. Guggenheim 
Private Practice Boris G. Rifki 
Jails and Prisons Henry C. Weinstein 
Psychiatric Services in the Military Leonora K. Petty 


Ludwik S. Szymanski 


Practice of Psychotherapy Marcia Kraft Goin 
Practice Issues in Organized/Managed Care Haroutun Babigian 
COUNCIL ON PSYCHIATRY AND LAW Howard V. Zonana 
Confidentiality Aron §. Wolf 
Treatment Records in Child Custody 

Disputes Carl P. Malmquist 
Psychiatric Diagnoses in the Courts Seymour L. Halleck 
COUNCIL ON RESEARCH John E. Adams 
Use of Laboratory Tests in Psychiatry Alexander H. Glassman 
Electroconvulsive se) Richard D. Weiner 
Long-Term Effects of Lithium on Kidney George R. Heninger 
Treatments of Psychiatric Disorders T. Byram Karasu , 
Tardive Dyskinesia John Michael Kane 
Psychosocial Treatment Research John P. Docherty 
Prevention Resear Robert M. Rose 


Biographical Directory Robert Alan Dorwart 
Benzodiazepine opman. a 
Psychiatric Diagnosis and Assessment Layton McCurdy 
Research on Psychiatric Treatments nn M. Kane 
DSM-IV en J. Frances 
COMMISSION ON JUDICIAL ACTION . Paul Appelbaum 
. CONSULTATION SERVICE BOARD ` Dave M. Davis 

ETHICS APPEALS BOARD Elissa P. Benedek 
JOINT COMMISSION ON PUBLIC 

AFFAIRS Harvey L. Ruben 
JOINT COMMISSION ON GOVERNMENT 

RELATIONS John J. McGrath 
SPECIAL COMPONENTS 
Investment Advisory Committee Frederick Amling 


Long-Range Planning Committee Robert O. Pasnau 
Executive Compensation Committee William L, Webb, Jr. 
Work Group on Federal Government 

Organizational Structure Daniel X. Freedman 
Work Group on Codes and 

Reimbursement Chester W. Schmidt, Jr. 





Coming in the November 1988 issue of 
THE AMERICAN JOURNAL OF PSYCHIATRY 


The NIMH Depression Awareness, Recognition, and Treatment 
Program: Structure, Aims, and Scientific Basis 
By Darrel A. Regier, Robert M.A. Hirschfeld, 
Frederick K. Goodwin, et al. 


Somatization: The Concept and Its Clinical Application 
By Z.J. Lipowski 


Sleep Disorders in the Elderly 
By Michael G. Moran, Troy L. Thompson II, and Alan S. Nies 





HCA Psychiatric 


The physician’s choice. 





An ideal we inspire to at HCA 
Psychiatric Company. One so impor- 
tant that we have incorporated it into 
our company’s objectives. 


To complement our growth in new 
hospitals, residential treatment pro- 
grams and outpatient services, HCA 
Psychiatric Company is looking for 
highly qualified psychiatrists — 
recently out of training or in mid- 
career — to affiliate with the nation’s 
leading health care company. 


Our physician-directed programs 
remain at the forefront in providing 
excellent, competively priced mental 
health services. Our affiliated hospitals 
are locally governed and, through our 
Medical Directors’ Advisory Commit- 
tee, we encourage physician input and 


enhance our company’s responsiveness 
to your needs. 


All of the opportunities available 
through the HCA Psychiatric 
Company offer attractive compen- 
sation and benefits packages. 

Our nationwide network of more 
than 65 affiliated psychiatric and 
chemical dependency facilities 
represent treatment programs 
requiring specialties from childhood/ 
adolescent to geriatrics. 


We will help link you with an 
existing practice or help you develop 
a rewarding new private practice. 
HCA Psychiatric Company can direct 
you to markets where more than 

50 percent of our patients ask for 
physician referral. 





(lr) Martin H. Stein, M.D., HCA Dominion Hos 
James K. Don, president, HCA Psychiatric Comp. 


Simply put, you can not find higher 
quality psychiatric services or more 
advanced facilities than those 
affiliated with HCA. And no one 
can offer you a more successful 
professional introduction to a new 
community. 


For more information about our wide 
range of practice Opportunities contact 
Richard O’Donnell, HCA Psychiatric 
Company, One Park Plaza, PO. Box 550, 
Nashville, TN 37202-0550. Or call 
1-800-251-2561 or 1-800-342-2110 in 


Tennessee. 
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Comnpanv 


HC 





buspirone HCl) 


5 mg and 10 mg Tablets 


Mead Hinson 


PHARMACEUTICALS 


Bristol-Myers U.S. Pharmaceutical & Nutritional Group 
Evansville, Indiana 47721 U.S.A. 
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Its still not too late to participate in 
this innovative self-study program! 


Earn up to 144 Category I CME credits (48 per program)! 


Heres what you get with each program 
year: 

bound collections of readings on five different 
topics chosen by respected authorities in each 
subject area 

50 multiple choice questions for each topic 

four patient management problems 

a follow-up critique and evaluation that includes 
your score and extensive feedback on each 
question 


























Heres how it works 

For each program you'll receive a complete 
package of readings, multiple choice questions, and 
patient management problems. To receive your CME 
credit (48 hours per program, 144 for all three 
programs), you need only submit the computerized 
answer sheet to the APA for central scoring. You 
have four months to complete and return your 
answer sheet. Confidentiality is ensured through an 
individual coding assignment. You are the only 
person who has access to your score. 

A self-scoring option is available to those who 
either do not want CME credit, or have sent in their 
answer sheet for CME credit but want advance 
knowledge of their score. Within five to six months, 
you'll receive a follow-up critique and evaluation of 
each question, along with a summary of how others 
have scored in the program. 


Topics covered in each program 
Program A Schizophrenia 
Psychotherapy Techniques and Outcome 
Eating Disorders 
Psychoendocrinology and 
Psychoimmunology 
Trauma and Its Consequences 


Adolescence 

Anxiety Disorders 

Behavioral Medicine 

Depression 

Legal/Ethical and Forensic Issues 


Program B 


Alcohol and Substance Abuse 

Family and Marital Issues in Psychiatry 

Geriatrics 

Current Concepts in Character Pathology 

New Developments in Clinical 
Psychopharmacology 


Program C 
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% TO ORDER 
1-800-368-5777 
JAM.=5 PM. EST 


Bs 
PKSAP VI ORDER FORM 





J] Mail to: American Psychiatric Press, Inc., i 

a 1400 K Street, NW., Washington, DC 20005 4 
[C YES! Send me the PKSAP VI self-study programs I've indicated below. | i 

understand that I can earn 48 Category 1 CME credits from each program. If I'm 


- not satisfied with the program, I can claim a full refund within 15 days of receipt. - 
4 PROGRAM A (Computer scorin | i 
g for CME credit 
available through December 15th, 1988))|SUSNTTY | PRICE 
Residents Order #2MAR $100 
PROGRAM B (Order now! Available September 1988!) 
Residents Order #2MBR $100 | l 
PROGRAM C (Available September 1989- Order now!) = 
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Practitioners Order #2MBP 





















































Pend 

Practitioners Order #MCP $150 a f | 

C Residents Order #MCR $100 FT 
SAVE! ORDER ALL THREE—A, B, and C = me 
Practitioners Order #ALP $350 ie 
Residents Order #ALR $225 a a 


Subtotal 


Group Discount! /0 or more of each program or set, subtract 10% 


$3.75 


25 or more of each program or set, subtract 20% 






All orders must be prepaid. UPS Shipping 
Ll My check payable to American Psychiatric 
Press, Inc. is enclosed. 

Please charge my credit card 


GRAND TOTAL 
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INTELLIGENT ECT FROM MECTA CORP. 
UL LISTED CSA CERTIFIED 
MODULAR AND COMPUTERIZED 


SR-1 


SR/JR FEATURES INCLUDE: 


| < Continuous reading of energy in Joules 
e Tiltabte Liquid Crystal Display 
Bi-polar brief puise stimulus 

» Adjustable constant current stimulus 
+ Audible warning prior to treatment 

f © Remote control capabilities 

e 100% expected seizure induction 

e Totally isolated for maximum safety 

+ Single or multiple energy control{s: 

+ All parameters displayed in text torm 
e Increased energy for difficult cases 

e Bulit-in self test for patient safety 

© Steady warning tone during treatmant 






FLEXIBILITY 


Timing accuracy better than .1% 
+ 1 year parts and labor warranty 
© Operates on 120 or 240 VAC 

+ Complete with all accessories 


PRINTED SELF TEST SR-2 
AND TREATMENT RESULTS 


ADDITIONAL FEATURES INCLUDED 
WITH ALL SR MODELS ARE: 


e EEG instrumentation emplifier 

« Built-in 2 channel digëal chart recorder 7 

© Numeric timing marks during monitoring | JR-2 ' 
Printed record of energy level 


© Printed date and time of treatment CEL ETAO S 

* ECG instrumentation amplifier 

+ Selectable single or dual channel 

+ Printed record of treat nent and selt test SIMPLICITY 


» Printed record of stimulus parameters 
e Modular design for maximum flexibility 





MECTA Corporation 5622 SW Kelly Street Portland, OR 97201 (503) 245-6976 


ECONOMICS 
NSA SCIENTIFIC JOURNALS 


“This publication is an in-depth source for anyone who wants to learn 
about the inner workings of scientific journal publishing. Although it 
deals mostly with society, not-for-profit publishing, it provides the 
reader with the general philosophy and methods used by most 
commercial publishers as well.” 

--Society for Scholarly Publishing Letter 


CONTENTS: Member Subscriptions © Single Issues and Back 
Volumes ¢ Reprints © Advertising in Scholarly Journals * Page 
Charges ¢ Journal Income: a Multipublisher’s View ¢ Editorial 
Operations « Copy Editing « Purchasing Typesetting Separately from 
Printing ¢ Presswork, Binding, and Paper è Distribution and 
Postage ¢ Subscription Fulfillment * Budgeting, Accounting, and 
Financial Planning ¢ Marketing the Scientific Journal © Subject Index 


Paperbound; ISBN: 0-914340-03-4; Publication date: December 1982; 
Trim size: 6x 9 inches; 106 pages 


Regular Price: $11.95 (10% discount on 10 or more copies delivered to 
one address) 

CBE Member Discount Price: $10.75 (single copy paid by personal 
check) 


Terms of Sale: All sales final; no returns. 
Prepayment required; U.S, currency drawn on a U.S. bank. 
Price includes BOOK RATE postage. 
For faster delivery--first class, air mail, or UPS available at additional 
charge (book weight 8.5 07z). 
Maryland residents, please add 5% sales tax. 


COUNCIL OF BIOLOGY EDITORS, INC. 
9650 Rockville Pike, Bethesda, MD 20814 





e Protected STIMULUS CONTROL push button 





New and Recent Titles 
from Cambridge 


An Introduction to 


Psychiatric Research 
Richard E. Gordon, Carolyn J. Hursch, 
and Katherine K. Gordon 


Provides the tools necessary to demonstrate quan- 
titatively to the public and to government, insurance, 
and accrediting agencies that their treatment is based 
on patients’ needs, and is both appropriate and cost 
effective. 

1988/257 pp. /35094-8/Cloth $29.95 


International Classification 
in Psychiatry 

Unity and Diversity 

Edited by Juan E. Mezzich and 
Michael von Cranach 


Fifty-two contributors, including representatives of 
twenty different countries, present historical roots, re- 
cent developments and current issues in this compre- 
hensive overview of psychiatric diagnosis and nosology. 
1988/432 pp. /32754-7/Cloth $59.50 


The Child’s World of Illness 

The Development of Health and Illness 
Behaviour 

Simon Wilkinson 

Through an exploration of the child’s world of illness, 
this book discusses the languages of illness that we use 


to present our discomforts to others. 
1988/304 pp./32873-X/Cloth $49.50 


Receptors and Ligands in 
Psychiatry 

Intercellular and Intracellular 
Communication 


Edited by Amar K. Sen and Tyrone Lee 
1988/500 pp. /30719-8/ Cloth $120.00 


Receptors and Ligands in 
Neurological Disorders 
Intercellular and Intracellular 
Communication 


Edited by Amar K. Sen and Tyrone Lee 
1988/350 pp. /30720-1/Cloth $90.00 


Professional Judgement 
A Reader in Clinical Decision Making 


Edited by J. Dowie and Arthur S. Elstein 
1988 /500 pp. /34628-2/Cloth About $55.00 
134696-7 {Paper About $19.95 


At bookstores or order from 


Cambridge University Press 


33 East 57th Street, NY, NY 10022 
Cambridge toll-free numbers for orders only: 800-872-7423, outside 
NY State. 800-227-0247, NY State only. MasterCard and Visa accepted. 
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Calendar 





For free listing of your organization’s official annual or regional meeting, please send us the following information: sponsor, ` 


socation, inclusive dates, type and 


number of continuing education credits (if available), and the name, address, and telephone 


number of the person or group to contact for more information. All notices and changes must be received no later than 120 
days before the first day of the month of desired publication and should be addressed to Calendar, American Journal of 
Psychiatry, 1400 K St, N.W., Washington, DC 20005. Because of space limitations, only listings of meetings of the greatest 


interest to Journal readers will be included. 


DECEMBER 


December 2-3, annual meeting, Association for Research in 
Nervous and Mental Diseases (ARNMD), with a spezial con- 
ference “Immunologic Mechanisms in Neurologic and Psy- 
chiatric Disease,” New York. Contact Ivan Bodis-Wollner, 
M.D., ARNMD, Box 1052, Mt. Sinai Hospital, 1 Gustave 
Levy Place, New York, NY 10029, 212-348-8133. 


December 2—4, U.S. Psychiatric Congress ’88, New York. 
Contact Andrea Crossetta, CMC, 200 Connecticut Avenue, 
Norwalk, CT 06856-4990, 203-852-0500, x226. 


December 3, The University of Texas Health Science Center 
at San Antonio’s Sixth Annual Update in Psychiatry: New 
Frontiers in Neuropsychopharmacology, San Antonio, 
Texas. Contact Continuing Medical Education Office, 7703 
Floyd Curl Drive, San Antonio, TX 78284-7980, 512-567- 
4444, : 


December 4-7, “Health Care for Displaced Persons and Ref- 


ugees: An International Symposium,” George Washington ` 


University Medical Center, Washington, DC. Contact Me- 
lissa Lankler, 202-625-3811. 


December 7—9, The American Cancer Society National Con- 
ference on Advances in Cancer Management, Los Angeles. 
Contact the Americar: Cancer Society, National Conference 
on Advances in Cancer Management, 3340 Peachtree Road, 
N.E., Atlanta, GA 30026. 


December 9-10, Fifth Annual Meeting of The American 
Academy of Pain Medicine, Anaheim, California. Contact 


Dr. Jack Pinsky, 714-634-6805, or Gail Murphy, 312-645- 
0083. 


December 26-30, The American Institute of Medical Edu- 
cation’s conference “Emotional Growth and Creativity in 
Adult Life,” Kona, Hawaii. Contact Barry Panter, M.D., The 
American Institute of Medical Education, 2625 West 
Alameda Avenue, Suite 504, Burbank, CA, 818-842-8818. 


JANUARY o 


January 25-27, Twelfth Annual: Neurology for Non-Neu- 
rologists, San Diego. Contact Edith S. Bookstein, NNN, P.O. . 
Box 2586, La Jolla, CA 92038, 619-454-3212. 


MARCH 


. March 8—10, St. Joseph’s. Mental Health Center’s seminar, 


“Ethical and Legal Issues in Psychiatric Medicine,” Tampa, 
Florida. Contact Consultation and Education Coordinator, 
813-870-4300. 


March 28-29, annual meeting, National Health Council, 
Baltimore. Contact Edward H. Van Ness, Executive Vice- 
President, National Health Council, 622 Third Avenue, 34th 
Floor, New York, NY 10017-6765, 212-972-2700. 


March 31~April 4, 66th Annual Meeting of the American 
Orthopsychiatric Association, New York. Contact Terri 
Thal, 212-354-5770. 





When the elderly patient is taking an 
antidepressant, there’s a chance she 
could end up breaking a hip. 


With its low incidence of orthostatic hypotension, PAMELOR 
lets patients stand up with less fear of falling down." 


s you know, such falls can 
lead to fractures, an espe- 
cially serious concern for older 
patients. So it’s important to note 
that, with PAMELOR, orthostatic 
hypotension is relatively infre- 
quent.'® In fact, in one study, 
patients who stopped imipramine 
treatment because of repeated 
falls experienced no such problem 
when switched to PAMELOR.’ 
PAMELOR has all the effective- 
ness of amitriptyline,’ as well as a 
low incidence of anticholinergic'” 
and sedative 2s" side effects. 


© 1987 Sandoz Pharmaceuticals Corporation 


PAM-1087-11R 


So, measured by many stan- 
dards, PAMELOR will help your 
elderly patients stand tall. 

As with all antidepressants, 
patients with cardiovascular dis- 
ease should be given PAMELOR 
only under close supervision 
because of the tendency of the 
drug to produce sinus tachycardia 
and to prolong conduction time. 
Because of anticholinergic activ- 
ity, PAMELOR should be 
used with caution in 
patients who have glaucoma 


tion. PAMELOR may impair the 
mental and/or physical abilities 
required for the performance of 
hazardous tasks, such as operat- 
ing heavy machinery or driving a 
car; therefore, the patient should 
be warned accordingly. 


gy 
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PAMELOR 


or a history of urinary reten- (nortriptyline HCI) 


For Brief Summary, please see following page. 


The active metabolite of amitriptyline 





(nortriptyline HCI) 


The active metabolite of amitriptyline 


10 mg/5 mL 





10 mg 


25 mg 


5 


50 mg 75 mg 


and alcohol 4% 


All the efficacy of amitriptyline’ and 


e low incidence of orthostatic hypotension" 
little daytime sedation'?** 
e low incidence of anticholinergic side effects'” 


References: 1. Thompson TL II, Thompson WL: Treating depression Tricy 
clics, tetracyclics, and other options. Modern Medicine 1983 51(August):87 
109, 2. Georgotas A: Affective disorders Pharmacotherapy. in Kaplan HI 
Sadock BJ (eds): Comprehensive Textbook of Psychiatry IV Baltimore, Wil 
liams & Wilkins, 1985, vol 1, pp 821-833. 3. Roose SP Glassman AH, Siris SG 
et al: Comparison of imipramine- and nortriptyline-induced orthostatic 
hypotension: A meaningful difference. J Clin Psychopharmacol 1981:1:316- 
319. 4. Baldessarini RJ: Drugs and the treatment ol psychiatric disorders, in 
Gilman AG, Goodman LS, Rall TW, et al (eds): Goodman and Gilman's The 
Pharmacological Basis of Therapeutics, ed 7. New York, Macmillan Publish 
ing Co, 1985, pp 413-423. 5. Thayssen P Bjerre M Kragh-Sorensen P et al 
Cardiovascular effects of imipramine and nortriptyline in elderly patients 
Psychopharmacology 1981,74:360- 364.6. Blackwell B, Peterson GR, Kuzma 
RJ, et al: The effect of five tricyclic antidepressants on salivary flow and mood 
in healthy volunteers. Communications in Psychopharmacol 1980:4:255 
261. 7. Ziegler VE, Clayton PJ, Biggs JT: A comparison study of amitriptyline 
and nortriptyline with plasma levels. Arch Gen Psychiatry 1977:34:607 -612 
8. Bye C, Clubley M, Peck AW: Drowsiness, impaired performance and tricy- 
clic antidepressant drugs. Br J Clin Pharmacol 1978;6.155-161 9. Kupter DJ 
Spiker DG, Rossi A, et al: Nortriptyline and EEG sleep in depressed patients 
Biol Psychiatry 1982:17:535-546 


Contraindications: 1) Concurrent use with a monoamine oxidase 
er inhibitor, since hyperpyretic crises, severe convulsions, and 
atalities have occurred when similar tricyclic antidepressants were 
used in such combinations; MAO inhibitors should be discontinued 
for at least two weeks before treatment with Pamelor” (nortriptyline 
HCl) is started. 2) Hypersensitivity to Pamelor® (nortriptyline HCI), 
cross-sensitivity with other lela de is a possibility. 3) The 
acute recovery period after myocardial infarction 

Warnings: Give only under close supervision to patients with car- 
diovascular disease, because of the tendency of the drug to produce 
sinus tachycardia and to prolong conduction time: myocardial 
infarction, arrhythmia, and strokes have occurred. The rll ten- 
sive action of guanethidine and similar agents mey be blocked. 
Because of its anticholinergic activity, nortriptyline should be used 
with great caution in patients who have glaucoma or a history of uri- 
nary retention. Patients with a history of seizures should be tollowed 
closely, since nortriptyline is known to lower the convulsive thresh- 
old. Great care is required in hyperthyroid patients or those receiv- 
ing thyroid medication, since cardiac arrhythmias may develop 


PAM-1087-11R 

















Nornin may impair the mental and/or physical abilities 
required for the performance of hazardous tasks, such as operating 
machinery or driving a car; therefore, the patient should be warned 
accordingly. Excessive consumption of alcohol may have a potenti- 
aling effect, which may lead to the danger of increased suicidal 
attempts or overdosage, especially in patients with histories of emo 
tional disturbances or suicidal ideation, 

The concomitant administration of quinidine and nortriptyline may 
result in a significantly ene plasma half-life, higher A.U.C. and 
lower clearance of nortriptyline 

Use in Pregnancy —Sate use during pregnanoy and lactation has not 
been established; therefore, in pregnant patients, nursing mothers, 
or women of childbearing potential, the potential benefits must be 
weighed against the possible hazards 
Use in Children—Not recommended for use in children, since 
safely and effectiveness in the pediatric age group have not been 
established 
Precautions: Use in schizophrenic patients may result in an exac- 
erbation of the psychosis or may activate latent schizophrenic 
symptoms, in overactive or agitated patients, increased anxiety and 
agitation may occur, in manic-depressive patients, symptoms of the 
manic phase may emerge. Administration of reserpine during ther 
apy with a tricyclic antidepressant has been shown to produce a 
“stimulating” effect in some depressed patients. Troublesome 
patient hostility may be aroused. Epileptiform seizures may accom- 
pany administration. Close supervision and careful adjustment of 
dosage are required when used with other anticholinergic drugs and 
sympathomimetic drugs. Concurrent administration of cimetidine 
can produce clinically significant increases in the plasma concen- 
trations of the tricyclic antidepressant. Patients should be informed 
that the response to alcoho! may be exaggerated. When essential, 
may be administered with electroconvulsive therapy, although the 
hazards may be increased. Discontinue the drug for several days, if 
possible, prior to elective surgery. The possibility of a suicidal 
attempt by a depressed patient remains after the initiation of treat- 
ment, in this regard, itis important thal the least possible quantity of 
drug be dispensed at any given time. Both elevation and lowering of 
blood sugar levels have been reported 

Adverse Reactions: Cardiovascular Hypotension, hyperten- 











sion, tachycardia, palpitation, myocardial infarction, arrhythmia 
heart block, stroke. Psychiatric—Contusional states (especially 
the elderly) with hallucinations, disorientation, delusions; anxie 
restlessness, agitation; insomnia, panic, nightmares; i 
exacerbation of psychosis. Neurolagic—Numbness, tingling, pa 
esthesias of extremities; incoordination, ataxia, tremors: peripher 
neuropathy; extrapyramidal symptoms; seizures, alteration in EE 
patterns; tinnitus. Anticholinergic—Dry mouth and, rarely, assoc 
ated sublingual adenitis; blurred vision, disturbance of accommi 
dation, mydriasis; constipation, paralytic ileus; urinary retentio 
delayed micturition, dilation of the urinary tract. Allergic —Sx 
rash, pelechiae, urticaria, itching, photosensitization (avoid exce: 
sive exposure to sunlight); edema (general or of face and tonque 
drug fever, cross-sensilivity with other tricyclic drugs. Herato Ogi 
Bone-marrow depression, including agranulocytosis; eosin 
philia; purpura; thrombocytopenia. Gastrointestinal—Nausea ar 
vomiting, anorexia, epigastric distress, diarrhea, peculiar taste, st 
matitis, abdominal cramps, black-tongue. Endocrine 
Gynecomastia in the male, breast enlargement and galactorrhea 
the female; increased or decreased libido, impotence: testiculi 
swelling; elevation or depression of blood sugar levels syndrome: 
inappropriate ADH (antidiuretic homers, secretion. Other 
Jaundice (simulating obstructive), altered liver function; weight gai 
or loss; perspiration; flushing; urinary frequency, nocturia, drows 
ness, dizziness, weakness, fatigue; headache; parotid swelling; alc 
pecia. Withdrawal Symptoms —Though these are not indicative ( 
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Until now, psychiatry had few objec- 
cive tools for detecting brain dysfunc- 
tion. Many psychiatric disorders are 
too subtle to be detected using a 
conventional paper EEG. And EEG 
mapping systems have been too 
expensive, too bulky, and too limited 
to be practical. 

_Now that’s changed. Cadwell has 
engineered a diagnostic tool peace 
cally for the unique needs of clinical 
psychiatry: the Cadwell Spectrum 32™ 

rain Function Analysis System. 
Knowledge Is Power. | 
__ The Spectrum 32 gives you new 
information to sae you classify dis- 
orders into DSM-IIR categories. It 
doesn’t replace your current diagnostic 
techniques. It enhances them with data 
you couldn’t get before. 
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patient’s individual EEG profile. That 


rofile is compared with composite pro- 


iles of known psychiatric disorders, 
and an estimate of similarity is pro- 
vided. Brilliant color-coded maps show 
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offers you new power to broaden 
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James Braid’s Psychophysiology: 
A Turning Point in the History of Dynamic Psychiatry 


Nathan Mark Kravis, M.D. 





James Braid is both a neglected and integral figure in 
the history of dynamic psychiatry. With the introduc- 
tion of his neurophysiologic theory of hypnosis in the 
early 1840s he buried Mesmer’s doctrine of animal 
magnetism and established hypnotic phenomena as 
data suitable for scientific inquiry. He subsequently 


` elaborated a sophisticated psychopbysiology with em- 


phasis on the psychology of suggestion and the phe- 
nomenon of double consciousness. His espousal of 
hypnotism as a tool of scientific investigation and his 
innovative use of hypnosis to cure hysterical paralysis 
profoundly influenced the debates of the 1880s and 
1890s concerning suggestive therapeutics and the na- 
ture of hypnosis. 
(Am J Psychiatry 1988; 145:1191-1206) 





he late-Enlightenment rise of secular therapeutics 

was conspicuously marked in Europe by the spec- 
tacular and controversial career of Franz Anton Mes- 
mer (1734-1815). His charismatic cures were achieved 
by a special technique of entering en rapport with his 
patients, putting them in a trance, and inducing in 
them a climactic “convulsive crisis” (1—3). Mesmer 
broke with received traditions of religious healing and 
exorcism in attributing his success to a vital force 
within himself rather than to an external (divine or 
medicinal) power. He posited the existence of a uni- 
versal fluid, animal magnetism, the abundance of 
which in his own person afforded him curative powers 
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(4). While this was not a psychological doctrine, Mes- . 
mer was perhaps the first to place the sphere of ther- 
apeutic influence within the-person of the magnetizer/ 
therapist. : 

The theatrical and sexually provocative convulsive . 
crises of Mesmer’s cures created a scandal in Paris in 
the 1780s. In 1784 .King Louis XVI appointed two 
royal commissions to deal with the scientific contro- 
versies and moral indignation surrounding the practice 
of animal magnetism. The commissions were peopled 
with the scientific luminaries of the Société Royale de 
Médecine and the Académie des Sciences, including 
Benjamin Franklin (1706-1790); Jean-Sylvain Bailly 
(1736-1793), astronomer and Revolutionary mayor 
of Paris; Antoine-Laurent Lavoisier (1743-1794), the 
renowned chemist; and others (5). In their public re- 
ports, the. commissioners declared that all magnetic 
phenomena were attributable to “imitation, imagina- 
tion, and contact.” They found that the mere antici- 
pation of being magnetized or the suggestion of having 
been magnetized was enough to induce full-blown 
“crises” in experimental subjects. This led them to 
conclude “that imagination apart from magnetism 
produces convulsions, and that magnetism without 
imagination produces nothing.” Furthermore, they 
wrote, “The animal magnetic fluid is not perceptible 
by any of the senses,” and they unanimously agreed 
that there was no evidence pointing to the existence of 
such a fluid. In a separate report, reserved for the pri- 
vate delectation of the king, Franklin and the other 
commissioners described the obvious eroticism of the 
convulsive crisis and declared it a moral danger (1, 2, 
5-8). 

It was also in 1784 that Mesmer’s great disciple, 
Armand-Marie-Jacques de Chastenet, Marquis de Puy- 
ségur (1751—1825), discovered that subjects could be 
adequately magnetized without undergoing the con- 
vulsive crisis. Instead, Puységur’s subjects entered into 
a lucid sleep-like state in which they remained conver- 
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sant and even acquired faculties of clairvoyance, divi- 
nation, and prognostication (3, 9)—the so-called 
higher phenomena of mesmerism. While the proscrip- 


tions of scientific officialdom came raining down upon . 


Mesmer, Puységur pioneered the use of that variant of 
resmeric trance known as “magnetic sleep” or “arti- 
ficial somnambulism,” which James Braid was later to 
call “hypnotism.” 

In England, scientific debate centered on the use of 
mesmeric anesthesia and the validity of the higher phe- 
nomena, particularly clairvoyance. John Elliotson 
(1791-1868) was a tireless promoter of the applica- 
tion of mesmerism to medicine and surgery. Elliotson 
and James Esdaile (1808-1859) were among the chief 
English proponents of mesmeric anesthesia. In his ca- 
pacity as surgeon in the British East India Company, 
Esdaile introduced painless surgery under mesmerism 
to India. In the months just before the advent of chlo- 
roform (in 1846) and ether (in 1847), he founded a 
Mesmeric Hospital in Calcutta. As noted champions of 
mesmerism, both men found themselves the subjects of 
scorn and contention within the medical establish- 
ment. Upon his return from India; Esdaile was 
shunned by his colleagues and was unable to publish 
accounts of his experiences with mesmeric anesthesia 
in the medical journals. Elliotson’s advocacy of animal 
magnetism cost him his professorship of medicine de- 
spite his important contributions to cardiac ausculta- 
tion and other areas of medical practice {10). 

As the mid-1800s approached, pressure mounted to 
rid science of unobservable fluids, occult forces, and 
v:tal principles. Mesmeric phenomena were widely 
v-ewed as the results of collusion and charlatanism. In 
a scathing attack in The Lancet, Thomas Wakley 
(1795-1862), its founding editor, wrote, “Mesmerism 
is too gross a humbug to admit of any further serious 
notice. We regard its abettors as quacks and impos- 
tors. They ought to be hooted out of professional so- 
ciety” (11). 


INSTITUTION OF NEW DATA 


James Braid (1795—1860) entered the fray with un- 
impeachable medical credentials. A Scottish-born sur- 
geon who settled and practiced in Manchester, En- 
gland, he won local renown for his surgical cures of 
clubfoot, strabismus, spinal curvature, and stammer- 
irg and published articles on these subjects in various 
medical journals (12—14). By 1841, when he first be- 
gan to investigate mesmeric phenomena, he had al- 
ready operated on 262 patients with clubfoot, over 
700 patients with strabismus, and 23 with spinal cur- 
vature (14). His obituary in The Lancet noted, 


Long before his discovery of hypnotism, . . . he had per- 
formed some extraordinary cures by operations on con- 
tracted muscles, in cases of club-foot and similar contor- 
tions, which brought him patients from every part of the 
kingdom. In additior to a large circle of friends whom his 
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warm-hearted and genial bearing and professional skill 
attached to him amongst the wealthier classes of society, 
and amongst the medical profession, he will be much re- 
gretted by the humbler classes, whose sufferings under dis- 
ease he often succeeded in alleviating without recompense. 


(15) 


When Braid attended a public demonstration by the 
Swiss magnetizer Lafontaine in November 1841, he 
did so: ‘as a complete sceptic, from an anxiety to dis- 
cover the source of fallacy” (16, p. 2). His skepticism 
thus moderated by a penchant for experimentation— 
“J never like to take anything for granted which can be 
so readily and certainly determined by actual experi- 
ment” (17, p. 98)—he immediately embarked on what 
was to prove a lifelong investigation. 

He soon convinced himself that however dubious 
the doctrine, the phenomena were real. In his little- 
known first paper on the subject, Braid articulated the 
rudiments of his neurophysiologic theory. Mesmeric 
“passes,” he explained, function as monotonous yet 
engrossing stimuli which cause a concentration of at- 
tention. This in turn produces an altered state of con- 
sciousness. He wrote, 


In short, the whole of my experiments go to prove, that 
there is a law of the animal economy by which a continued 
fixation of the visual organ, and a constrained attention of 
the mind to one subject, which is not of itself of an exciting 
nature; a state of somnolency is induced, with a peculiar 
mobility of the whole system, which may be directed so as 
to exhibit the whole or greater part of the mesmeric phe- 
nomena... . [After repeated operations] the brain has an 
impressibility stamped on it which renders the patient sub- 
ject to be acted upon entirely through the imagination, and 
this is the grand source of the fallacy which has misled . . . 
the animal magnetisers. (18, p. 283) 


Mindful (like the commissioners of 1784) of the po- 
tentially confounding power of imagination, Braid was 
careful to conduct experiments on naive subjects. Dis- 
missing Waklev’s theory of “collusion and delusion” 
and the generally disgraced fluidic theory of animal 
magnetism, Braid from the outset granted a role to the 
inscrutable faculties of ‘imagination, sympathy, and 
imitation” in subjects who have already witnessed or 
submitted themselves to mesmeric passes. However, he 
insisted on a purely physiologic basis for the manifes- 
tation of mesmeric phenomena in the first instance. In 
his “Satanic Agency and Mesmerism Reviewed” (19), 
Braid expanded on his notion of “a peculiar mobility 
of the whole system,” rephrasing it now as “a peculiar 
physiological stare of the brain and the spinal cord” (p. 
320). In this 1842 pamphlet he regarded this state as 
one of mental and physical exhaustion. Just as the op- 
tic nerve and the muscles of the eyes and eyelids are 
fatigued by maintaining a fixed stare, so too “‘the con- 
tinued effort of the will, to rivet the attention to one 
idea, exhausts the mind.” The state of general bodily 
repose with decreased respiratory rate tends to dimin- 
ish heart rate and cardiac output, and so “the result of 
the whole is a rapid exhaustion of the sensorium and 
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the nervous system, .. . and a feeling of giddiness, with 
slight tendency to syncopy, and a feeling of somno- 
lency, ensue; and thus and then the mind slips out of 
gear” (p. 321). 

By this time Braid had already introduced the term 
“neuro-hypnotism”—Greek for “nervous sleep”—to 
distinguish his physiologic theory from animal magne- 
tism. A sympathetic account of lectures delivered by 
Braid in March of 1842 appeared in The Medical 
Times of London (20) and noted his use of the term 
“neurypnology, or the rationale of nervous sleep.” As 
Gravitz and Gerton (21) pointed out, as early as 1821 
the French mesmerist Baron Etienne Felix d’Henin de 
Cuvillers (1755-1841), founding editor of the Ar- 
chives du Magnétisme Animal, had applied the 
“hypn-” prefix to a number of words in his nomencla- 
ture of mesmeric phenomena (22). The terms “hyp- 
notism,” “hypnotist,” and so forth therefore did not 
originate with Braid, as is commonly supposed. In- 
deed, had he been aware of this earlier use by a devotee 
of Mesmer, he would assuredly have chosen other des- 
ignations, given his desire to dissociate his theories 
from those of the magnetizers. 

Braid repeatedly emphasized the importance of dis- 
tinguishing “‘facts, or phenomena from theories” (23, 
p. 226) and steered a middle course in the Wakley- 
Elliotson controversy. Wakley’s dual agenda was 1) to 
expose the hoax involved in public demonstrations of 
the marvels of animal magnetism as practiced by itin- 
erant mesmerists and their well-trained mediums and 
2) to lay to rest the scientifically offensive fluidic theory 
of which Elliotson was the chief exponent at the time. 
Braid felt that in seeing imposture and deception ev- 
erywhere, Wakley was failing to appreciate “the ex- 
traordinary power of imagination, sympathy, and 
habit over those previously impressed” (24, p. 203) 
and was thereby missing a chance to make these at- 
tributes of mind the subject of proper scientific scru- 
tiny. By 1842 Braid saw mesmeric and hypnotic phe- 
nomena as presenting the opportunity for an empirical 
watershed. “My experiments,” he wrote then, “open 
up to us a field of inquiry equally interesting as regards 
the government of the mind as of matter” (19, p. 322). 
He also immediately grasped the further possibility of 
a therapeutic watershed if imagination, with all its ca- 
pricious yet indisputable power, could be harnessed 
and applied for healing purposes. 

The latter was the great aim of Braid’s magnum 
opus of 1843, Neurypnology, or the Rationale of Ner- 
vous Sleep, Considered in Relation to Animal Magne- 
tism (16). In Neurypnology Braid triumphantly pro- 
claimed that whether the effects of hypnotism “are 
produced through the imagination chiefly, or by other 
means, it appears to me quite certain, that the imagi- 
nation has never been so much under our control, or 
capable of being made to act in the same beneficial and 
uniform manner, by any other mode of management 
hitherto known” (p. 5). What Braid claimed to have 
discovered was not, of course, the extraordinary phe- 
nomena of mesmerism and hypnotism, but rather a 
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method by which these phenomena could be reliably 
elicited, controlled, studied, and applied to therapeutic 
alms. 

Neurypnology, Braid’s only book-length work, con- 
tains the fullest exposition of his method and its ap- 
plications. Induction typically consists of instructing 
the patient to stare at a bright object held 8—15 inches 
in front of him or her (p. 27). Visual fixation of any 
kind will suffice, but induction is most rapidly and 
efficiently achieved when the eyes can be maintained in 
the position of “a double internal and upward squint” 
(p. 34). The visual fixation technique is nothing more 
than a standardized analogue of the mesmeric passes. 
Both serve to overexert the attention “by keeping it 
riveted to one subject or idea which is not of itself of an 
exciting nature” (pp. 48—49). Fixed attention leads to 
suppressed respiration with decreased oxygenation of 
the blood and accumulation of carbonic acid. These 
are the pneumo- and hemodynamic changes that cause 
the “derangement of the state of the cerebro-spinal 
centres” (p. 19) in the hypnotic state. In contrast to the 
artificial somnambulism of the magnetizers, nervous 
sleep depends “not at all on the volition, or passes of . 
the operator, throwing out a magnetic fluid, or excit- 
ing into activity some mystical universal fluid or me- 
dium” (pp. 19-20). 

Braid’s neurophysiological theory of 1843 was prof- 
fered not only as a superseding explanation of the phe- 
nomena of mesmerism but also as a heuristic for em- 
piricism. It was a theory that rescued phenomena 
heretofore sullied by the metaphysical excesses of an- 
imal magnetism to posit them as new data for natural 
science. In this respect, the era of hypnotism in general, 
and Braid’s work in particular, may be seen as epito- 
mizing the ongoing differentiation of psychology from 
philosophy in the nineteenth century. 


FROM PHRENOLOGY TO PSYCHOPHYSIOLOGY 


From his basic exposition of neurohypnotism Braid 
turned to testing its application to phrenology. At the 
time, phrenology, or ‘“‘craniology,” was an influential 
(and hotly debated) system of faculty psychology. As 
originally formulated by Franz Joseph Gall (1758- 
1828), phrenology held that all human mental powers 
could be ascribed to specific faculties and that these 
faculties are localized in discrete cortical brain regions 
or organs. Gall supposed that the shape and contour of 
the cranium reflected underlying cortical configuration 
with sufficient accuracy to allow estimation of the rel- 
ative sizes of the brain organs on the basis of direct 
examination of the surface of the head. Gall’s follow- 
ers, including his erstwhile collaborator and ardent 
propagandist, Johann Kaspar Spurzheim (1776-1832), 
set about discovering new phrenological organs and sub- 
dividing old ones with such zeal and industry that, before 
long, popular phrenological busts (such as L.N. Fowler’s) 
were crowded with well over 100 faculties, compared to 
Gall’s original 27. While Gall’s work provided an impor- 
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tant stimulus for later efforts at cortical localization, its 
subsequent overelaboration by others elicited ridicule 
from the scientific community. 

Initially, in what appears to be a rather warm en- 
dorsement, Braid reported success in eliciting “the 
phrenological manifestation” in hypnotized subjects 
with no previous knowledge of phrenology. He pre- 
sented cases that showed hypnotism’s efficacy in stim- 
ulating the organs of “constructiveness,” “ideality,” 
“conscientiousness,”’ “veneration,” and others (16, pp. 
xiv, 99, 117). He even defended phrenology against 
the charge of philosophical materialism by citing evi- 
dence from hypnotism of an organ of “adoration,” 
which would surely not exist without an appropriate 
a:m and object (16, pp. 88—89). 

However, Braid’s early attitude toward phrenology, 
while generally favorable, was not one of unqualified 
acceptance. He granted as probable (though unproven) 
the principle of discretely localized brain organs rep- 
resenting the various faculties of mind. However, he 
questioned the core premise of phrenology, namely, 
the notion that the size of the organ is commensurate 
with the development of its corresponding faculty. A 
person may have large eyes and defective sight, he ar- 
gued. “So it is with the brain, a part may be abnor- 
mally large, and the faculty dull, from want of power 
oz activity, or perfection of organic structure; and the 
reverse may obtain, a small development, with high 
activity, may render its function predominant. It is 
from want of such knowledge as this that phrenology 
must ever prove imperfect, even granting the localities 
to be correctly ascertained and established” (16, p. 
191). 

This is a telling critique of phrenology, for it high- 
lights Braid’s growing dissatisfaction with anatomy as 
the foundation of pathology. His objection to phrenol- 
ogy was that it presents a static model of mind, while 
physiology offers the possibility of a dynamic one, em- 
phasizing activity and function instead of structure. 
Phrenology seeks to infer mental and psychological ca- 
pacity from an aspect of anatomy; that is, the config- 
uration of the cranium is viewed as an index to the size 
of the specific brain organs and thus to the degree of 
development of their corresponding faculties. Hypno- 
tism, however, allows direct observation of the facul- 
ties of mind. Concentrated attention implies quies- 
cence of all faculties except one, whose activity is 
thereby isolated and demonstrated. “During hypno- 
tiim,” Braid wrote, “by manipulating the cranium and 
face, we can excite certain mental and bodily manifes- 
tations, according to the parts touched” (16, p. 151). 
Apart from implying a scheme of localization, this 
statement has little to do with phrenology. Braid’s 
chief interest in what became known as phreno-mes- 
merism or phreno-hvpnotism was clearly to promote 
the use of hypnotism as a physiologic probe. The aim 
was to reveal the nervous system in action. 

Thus, in his “Physiological Explanation of Some 
Mesmeric Phenomena” (25), Braid advanced the view 
that a physician knowledgeable in anatomy, physiol- 
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ogy, and pathognomy could elicit specific emotions by 
stimulating appropriate muscles or muscle groups. For 
example, stimulating the muscles of erect posture will 
excite pride and firmness; evoking a stooping or kneel- 
ing posture will excite benevolence or veneration ‘p. 
450). The same would be true with acquisitiveness 
(closing the fingers) and generosity (opening ther). 
Flexors are the executors of “the animal propensities” 
and are represented laterally on the cranium; extensors 
do the bidding of the moral faculties and are rep-e- 
sented on the central and coronal regions of the skull 
(26, p. 75). The general principle of phreno-hypnotism 
is that muscular excitation or action “creates or excizes 
a corresponding idea in the mind of the patient, 
through the laws of sympathy and association” (25, p. 
450). Note that Braid had now instated an idea as the 
interlocutor between physiologic excitation and emo- 
tion. This passage marked the beginnings of his 
psychophysiology. 


DYNAMIC PHYSIOLOGY 


In Neurypnology Braid drew a sharp distinction be- 
tween ordinary sleep and nervous sleep. In normal 
sleep the attention is diffused and meandering, the 
muscles relaxed. The physical inertia and mental obl.v- 
ion of sleep make it “the emblem of death” (16, p. 43). 
In hypnotic sleep, by contrast, the attention is concen- 
trated to a degree unknowable in the waking stare, 
when the mental apparatus is bombarded by stimuli. 
This heightened concentration leads at first to an ex- 
altation of the organs of special sense (except the eyes), 
with the physiologic concomitants of diminished pu_se 
and respiratory rate. This is followed by a phase of 
“tonic rigidity” of the limbs (in marked contrast to 
their flaccidity in normal sleep), maintained withcut 
muscular fatigue and accompanied by rapid pulse and 
quick, shallow respirations. Thus, two stages of hyp- 
nosis are delineated: the first is excitement with 
“exalted” sensation and waxy flexibility or “pliant cat- 
alepsy”; the second is torpor or depression character- 
ized by a blunting of sensation (beyond what is seen in 
sleep) and “cataleptiform rigidity” (pp. 55—57). The 
corresponding changes in heart rate and respiratary 
rate serve as autonomic markers, allowing reliable 
clinical confirmation of the different stages. 

Braid did not hesitate to pursue the implications of 
these physiologic findings. He postulated that normal 
sleep is induced by a condition of mild or relative ky- 
poxia (“imperfect arterialisation of the blood”) estab- 
lished by slow respirations and diminished circulaticn. 
It follows that the state of hypnotic torpor “results 
from a still less perfectly purified blood; and, on the 
other hand,...the dreamy and exalted states arise 
from different degrees of stimulating properties of the 
blood, from being more highly arterialised” (16, p. 
78). During the phase of cataleptiform rigidity, tonic 
muscular contraction hinders distal perfusion. Blood is 
consequently propelled to the head, and the brain and 
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spinal cord are hyperperfused, albeit with poorly oxy- 
genated blood (pp. 156-157). 

Viewed even on its own terms, this model is not 
entirely free from internal inconsistency. How does the 
blood become more “arterialised” in hypnotic excite- 
ment than in normal sleep if the autonomic parameters 
(respiratory rate, heart rate, and, by inference, periph- 
eral blood pressure) are the same? If sensation is ex- 
alted in the first stage, is not motoric capacity exalted 
in the stage of torpor when muscular rigidity is sus- 
tained indefinitely? The blunting of sensation is said 
to be a central phenomenon caused by temporary 
hypoxia and not the result of hypoperfusion of the 
extremities. What, then, explains the indefatigable 
muscular excitation of cataleptiform rigidity that sup- 
posedly occurs during a stage of CNS depression? 
These are evidently not questions which troubled 
Braid. In what follows I argue that physiologic com- 
pleteness was eclipsed in importance by other merits of 
this hemodynamic theory. 

The theory underwent momentous revision in 1845. 
By this time Braid had published his “Experimental 
Inquiry, to Determine Whether Hypnotic and Mes- 
meric Manifestations Can Be Adduced in Proof of 
Phrenology” (27), in which he essentially dismissed 
phrenology as a relic of the prehypnotic era insofar as 
mental research was concerned. Physiologic function 
and dysfunction were now his exclusive interests. In 
“Magic, Mesmerism, Hypnotism, Etc., Etc., Histori- 
cally and Physiologically Considered” (28), he elabo- 
rated a concept of health as a matter of humoral bal- 
ance, with blood as the mediator of this balance. By 
manipulating the circulation, function can be regu- 
lated. Since hypnotism enables the physician to effect 
predictable changes in the force or velocity of the cir- 
culation and in the quality of the blood (i.e., its degree 
of “arterialisation” or oxygenation), he is thereby em- 
powered to diminish or augment tissue function, lo- 
cally or generally. 

Braid invoked this mechanism to explain hypnotic 
anesthesia. The “low circulation and suppressed respi- 
ration” induced by hypnosis produce “insufficiently 
arterialised blood,” which “‘acts as a narcotic.” If, in 
addition, the attention has been fixed in some partic- 
ular train of thought, “every other function becomes 
deadened in an extraordinary degree, so that severe 
inflictions and operations may now be borne without 
the patient evincing any apparent consciousness of 
pain; nor, if questioned when he awakes, will he re- 
member having felt any pain.” Conversely, if respira- 
tion and circulation are increased, so that the brain 
and nervous system are perfused with “inordinately 
stimulating or highly arterialised” blood, a state of 
excitement or exalted function ensues. During this ex- 
cited state, any function or action can be invested with 
“exalted energy” by directing upon it the subject’s con- 
centrated attention (28, pp. 296-297). 

Braid proceeded to sketch the clinical dimensions of 
this model. Naturally, invasive procedures used to pro- 
duce hemodynamic changes, such as phlebotomy and 
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blistering, will be obviated by hypnotism in many cases 
(28, p. 298). In carefully selected cases of paralysis in 
which there is a chronic functional impairment “‘inde- 
pendent of appreciable organic lesion,” hypnotism can 
serve as an important adjunct to surgery and physical 
therapy. Morbid tonic contraction in a group of mus- 
cles can be reduced by hypnotic stimulation of their 
antagonists (29, pp. 848-849). Similarly, a case of spi- 
nal curvature is cured by the use of hypnosis to relax 
the spastic muscles and invigorate their weakened an- 
tagonists by “cataleptiformly fixing” them. Thus, “by 
inducing a new and altered action, we get rid of the 
previously existing morbid action” (30, pp. 70 [note], 
72). Through his circulatory manipulations, the hyp- 
notist exercises a “positive and powerful physical im- 
pression, independently of any mere mental or moral 
influence” (28, p. 297). 

But what of the effort to harness the power of imag- 
ination? Imagination is said to be especially active dur- 
ing hypnosis (23, p. 224). What role is it accorded in 
this model? 

The answer lies in the fundamental rule of hypno- 
tism: concentration of attention. Attention is the lens 
that focuses all mental faculties—including imagina- 
tion, expectation, faith, hope, and belief—onto a given 
physiologic function. It had long been known that sim- 
ply directing attention steadily to any part of the body 
is enough to produce various anomalous sensations in 
the mind of the subject, especially if he or she was 
expecting something to happen. However, previously, 
this phenomenon was thought to be of an illusory na- 
ture, unaccompanied by definite physical changes and 
chiefly the product of a vivid imagination. It was also 
well known that sometimes remarkable physical 
changes, even cures, could occur through “great men- 
tal excitement.” Similarly, awareness of the relation- 
ship between the extremes of joy and sorrow, on the 
one hand, and health and sickness, on the other, be- 
longs to the domain of common sense. But Braid’s 
claim was that never before had the notion been en- 
tertained that specific physical changes can be “‘ex- 
cited, and regulated, and controlled at will by the vol- 
untary mental efforts of a healthy individual directed 
towards his own body, or involuntarily, according to 
the suggestions of another person, by words spoken, or 
by sensible signs or physical impressions made by him, 
such as passes or touches” (31, pp. 16—17). Once a 
subject fixes his or her attention, the hypnotist uses 
suggestions, “conveyed in an energetic and engrossing 
manner,” to excite or depress a designated function. 
Success is assured in subjects with a talent for “great 
fixity of attention, especially if also possessed of a vivid 
imagination, and lively faith in the fulfilment of the 
prediction” (p. 18). Fixation of attention alone exalts a 
naturally predominant susceptibility of an organ or 
function. Fixation combined with expectation, imagi- 
nation, or belief actualizes the expectant idea. Sugges- 
tion, in other words, acts as a filter for imagination, 
projecting it through the lens of attention (see figure 1). 
“By our various modes of suggestion, through influ- 
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FIGURE 1. Schematic Representation of Braid’s 1845 Psychophys- 
iologic Model Illustrating the Influence of Mind Over Body 
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FIGURE 2. Schematic Representation of Braid’s Revised 1853 Psy- 
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encing the mind by audible language, . . . or by definite 
physical impressions, we fix certain ideas, strongly or 
involuntarily on the mind of the patient, which thereby 
act as stimulants, or as sedatives, according to the pur- 
port of the expectant ideas” (p. 19). In this 1853 for- 
mulation, ideas replaced blood and oxygen as the 
agents ultimately responsible for artificial narcosis or 
CNS excitement (see figure 2). As Braid logically ex- 
tended his original hemodynamic model, it carried him 
farther away from physiology—toward psychology. 


PSYCHOPHYSIOLOGY: GENERAL PSYCHOLOGY 
AND PSYCHOPATHOLOGY 


The recognition by Franklin and his fellow commis- 
sioners, in their famous reports of 1784, of the dra- 
matic effects of imagination, imitation, and contact at 
play in animal magnetism heralded a popular and sci- 
entific movement to grant mind its power over matter. 
Braid’s concept of ideas as causal agents in physiology 


1196 


(whick we would now call psychosomatics) was part 
of this larger trend in nineteenth-century medical 
science. 

If idzas can act as narcotics or stimulants—and hyp- 
notisrr. proves they can—then the power of mind to 
influer ce function must be profound indeed. “[Crying] 
from grief; blushing from shame; pallor and palpita- 
tion from fear; fainting from disagreeable sights, or 
odours, or even the thoughts of such; the effects of 
painful intelligence, in instantly destroying the keenest 
appetize”—these are all instances of ideas causing bod- 
ily changes. Lactation and salivation are further exam- 
ples ot ideogenic alterations in physiologic functions: 
“the rash of milk to the breast of the nurse on seeing, 
hearin3, or even thinking of her child; the flow of sa- 
liva from the sight, or smell, or thought of savoury 
food” (28, p. 297). The amusing observation that a 
wag can set a convivial company yawning, “against 
which the very dog below his master’s table cannot 
protec: himself” (32, p. 84), and the disturbing exse- 
rience of witnessing the accidental fright of one or two 
soldiers cause panic in an entire army (28, p. 226) w2re 
also noted by Braid. 

Frora contagious yawning and endemic panic it is 
easy tc extrapolate to psychic epidemics. Braid cited a 
recently documented epidemic in which “about 4000 
people became affected by a violent convulsive mal- 
ady.” These paroxysms greatly annoyed the local min- 
ister because they disrupted worship on a grand scale. 
He effected an almost instantaneous mass cure, ‘ by 
assurirg his parishioners that no treatment was more 
effectual than immersion into cold water; and as his 
kirk was, fortunately, contiguous to a fresh water lake, 
he gave notice that attendants should be on hand, dar- 
ing Divine service, to ensure proper means of cure. The 
sequel need scarcely be told. The fear of being carr-ed 
out of church and into the water acted like a charm. 
Not a single naiad was made” (32, p. 85). 

These illustrations, drawn from the everyday life of 
norma., healthy people, shed light on the psycholcgy 
of expectation, anticipation, imitation, imagination, 
and suggestion. They demonstrate a mind/body reci- 
procit}, the study of which Braid came to call “psycho- 
physio.ogy” (29, p. 852; 33, p. 10). (Although tais 
term had been in use at least since 1839, Braid did not 
adopt .t until 1855.) Implicit in the term are the no- 
tions cf unconscious or subconscious perception and 
unconsciously motivated behavior. These concepts be- 
came increasingly refined as British mid-nineteen-h- 
centur” scientists such as Thomas Laycock (1812~ 
1876) and William Carpenter (1813—1885) turred 
their attention to reflex physiology (34). In his later 
writings Braid credited Carpenter with the introduc- 
tion of the term “ideo-motor” to denote unconscious, 
automatic motion. The attribution was qualified by 
Braid’s stated preference for the more general 1853 
term “ideo-dynamic” (29, p. 852 [note]; 33, p. 10 
[note]) 

For Braid, expectation, anticipation, and imagina- 
tion were unconscious components of cognition. For- 
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tunetellers, mind readers, mediums, and clairvoyants 
all know this and depend on it. The questions put to 
them suggest the answers (30, p. 40); degree of success 
in these arts varies with adeptness and sophistication 
in sensing and trafficking in this subtle species of sub- 
liminal data. Inexact responses satisfy, because the 
prognosticator’s client “through his own excitement of 
mind seizes the rude outline [of the inexact response] 
which he unconsciously fills up himself” (28, p. 270). 
Implicit here is a notion of what some authors have 
called the cognitive unconscious—a notion that re- 
ceived important elaboration and articulation in nine- 
teenth-century philosophy and psychology (35). 
Suggestibility, too, is a universal trait, not a special 
state created by hypnotism. Hypnotism is merely a tool 
for magnifying this natural attribute of mind. Its ef- 
fects, “wonderful though they may be, are only exag- 
gerations or exaltations of functions or faculties which 
are possessed by all of us in a less [sic] degree in the 
ordinary or waking condition” (30, p. 43 [note]). Sug- 
gestion, Braid realized, was the key to unraveling the 
myriad wonders recorded in the annals of animal mag- 
netism. He cited a case of alleged mesmerism of a blind 
man with which James Esdaile sought to challenge 


Braid’s theory of hypnotism. In a letter to Braid, Es- 
daile had said, 


I have also entranced a blind man, and made him so 
sensitive, that I could entrance him however employed 
(eating his dinner, for instance), by merely making him the 
object of my attention for ten minutes. He would gradu- 
ally cease to eat, remain stationary a few moments, and 
then plunge, head foremost, among his rice and 
curry .... How such phenomena can be accounted for, 
without presuming the existence of a physical power trans- 
mitted from the operator to the subject, passes my com- 
prehension. That the mesmeric virtue can be communi- 
cated to inanimate matter, is a physical fact, of which I am 
as well convinced as of my own existence. It was my com- 
mon hospital practice to entrance patients for the purpose 
of having their sores burned with Nitric Acid, by giving 
them mesmerized water to drink. (32, p. 79) 


Braid replied by stating his cordial agreement with 
Dr. Esdaile “as regards the great value of the practical 
application of mesmerism” before parting company 
with him on theoretical grounds. Once it is admitted 
that suggestions need not be visually conveyed but can 
also be communicated in auditory, olfactory, and tac- 
tile cues, the case of the entranced blind man is quickly 
explained. “I can easily imagine,” Braid wrote, “that 
he might perceive the doctor’s presence, and fixed po- 
sition, and suppressed respiration, concomitant upon a 
fixed act of attention, and thus catch the idea of his 
intention, and then the power of imagination and habit 
would produce the result named.” The “mesmerized 
water” treatment is similarly dispatched, for “even the 
very mode of presenting it might be sufficient, of itself 
alone, to produce the sleep in highly susceptible sub- 
jects after having been impressed” (32, p. 82). Braid 
reproduced these results in experiments with placebos. 
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Not all, but a selected few of his patients with enough 
“implicit faith, hope, and confidence” made remark- 
able recoveries by taking only drops of water or “pills” 
composed of bread crumbs. These innocuous remedies 
sufficed as “visible and tangible agents, to keep their 
minds involuntarily fixed on the idea that the innocent 
ingredients used are agents fraught with great virtues 
for effecting certain purposes” (32, p. 38). 

Braid’s 38 publications of the 1840s (see appendix 
1) are replete with accounts of experiments involving 
the use of suggestion. In “Magic, Mesmerism, Hypno- 
tism, Etc., Etc.” (28), the groundbreaking essay of 
1845 that I have alluded to, Braid reported success in 
producing and then alleviating nausea in a healthy fe- 
male subject by using two phials of colored water in- 
timated to contain a powerful emetic and its antidote. 
This experiment is particularly noteworthy because it 
was carried out on a fully conscious subject without 
any of the typical hypnotic preliminaries. The result, 
therefore, can only be attributed to expectation, belief, 
and the focusing of attention on the function in ques- 
tion (p. 297}. 

Such experiments gradually led Braid to deempha- 
size the specific induction technique that had been the 
centerpiece of his writings of the early 1840s, including 
the popular Neurypnology. In his 1845 essay (28) he 
explained that mesmeric passes and manipulations can 
create air currents, changes in electrical polarity, and 
mechanical impressions of heat and cold, all of which 
direct attention to specific body parts. Therefore, he 
stated, “I frequently resort both to passes and manip- 
ulations” as alternatives to the visual fixation tech- 
nique (p. 297). In his historical and transcultural con- 
sideration of ecstatic trance in the same essay, he 
granted efficacy to a variety of induction procedures as 
long as the principle of concentrated attention re- 
mained paramount. These passages form the basis of 
his 1850 monograph Observations on Trance, or Hu- 
man Hybernation (30), in which ecstatic trance was 
ascribed by Braid to autohypnosis, a possibility he had 
entertained as early as 1842 (36). The phenonienon of 
self-hypnotism is important to his theory: in preclud- 
ing any external experimental contaminant, it allowed 
Braid to claim definitive disproof of animal magne- 
tism. At the same time it reduced Braid’s own induc- 
tion technology to subsidiary importance—a consider- 
able irony, given the enduring fame of his technique 
and the obscurity of his later theories. 

Braid’s ee theory served, in fact, to demolish 
many popular induction techniques besides his own, 
consigning the metallic tractors of Elisha Perkins 
(1741-1799) and the zinc and copper instruments of 
the American “electro-biologists” to the oblivion of 
epiphenomenal status. Regarding all such gadgets, 
Braid simply stated, “I know, from experience, that 
any other object would be equally efficient, provided 
the patients were impressed with that conviction” (37, 
p. 8). Concentration of attention is a necessary but not 
sufficient condition; without the expectant belief of the 
patient, nothing can be accomplished. 
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Since the ability to concentrate is a constitutional 
factor, there are expectable differences in susceptibility 
to hypnotism among healthy subjects, just as constitu- 
tionally determined responses to alcohol, nitrous ox- 
ide, and narcotics vary in the general population (16, 

pp. 158-159; 37, p. 5). The nonhypnotizability of sub- 
jects unable to concentrate, such as idiots, was invoked 
by Braid as negative confirmation of his attention the- 
ory (29, p. 852). Expectant belief and anticipation, on 
the other hand, are the subjective factors elicited and 
managed by the hypnotist. By venerable tradition this 
aspect of hypnotizability was known to lend itself to 
being readily manipulated. Among magnetizers it was 
the custom, established in the days of Mesmer and 
Puységur, to have new patients witness others being 
magnetized before submitting to the process them- 
selves. Braid adopted the same practice with his hyp- 
nosis subjects. For refractory patients he added “‘the 
influence of direct auricular suggestion and expecta- 
tion, excited by the confident tone and deportment in 
the operator, so as to inspire them, as far as possible, 
with the conviction that the influence cannot be re- 
sisted” (32, p. 58). In highly susceptible subjects, an 
expectant idea alone can suffice to produce trance in- 
dependent of any other variables (29, pp. 851-852). 
(The commissioners of 1784 had shown this but did 
not pursue it as a therapeutic strategy.) As Braid ac- 
corded increasing theoretical significance to psycho- 
logical factors, his technique became more explicitly 
manipulative and authoritative. By 1852 his chief rec- 
ommendation on technique was the use of “a com- 
manding and confident tone of voice and deportment” 
(32, p. 67). 

This technique was designed to exploit the “extreme 
docility” (26, p. 74) manifested by hypnotized sub- 
jects. One of the peculiarities of the hypnotic state is 
the tendency to obey and to imitate (38, p. 48), a factor 
which naturally augments a subject’s baseline suggest- 
ikility and ensures the success of the hypnotist’s sug- 
gestions (39, p. 96). Subjects of hypnosis are not will- 
ful deceivers, as Wakley supposed; rather, they are 
unconscious self-deceivers, like the dreamer in relation 
te his dream (40, p. 118). During hypnosis a special 
state of consciousness can occur in which the subject’s 
docility and unfettered imagination lead him or her “ 
invest every idea arising in the mind, whether from 
external or internal suggestion, with all the attributes 
of present reality” (p. 118). Beginning in 1844 Braid 
called this special stage of hypnosis—characterized by 
compliance, enhanced suggestibility, and impaired re- 
ality testing—the state of “double consciousness.” “By 
double consciousness I mean that there is a stage of the 
[nervous] sleep, when a patient may be taught any- 
tking, and be able to repeat it with verbal accuracy as 
often as in that state again, whilst he may have no idea 
either of the subject or the words when in the waking 
condition. This is quite analogous to what is recorded 
of natural somnambulists” (38, p. 32). 

Thus, the “double conscious” or “second con- 
scious” state has two key features. First, it is a discrete, 
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split-off portion of consciousness with its own set of 
memories. Braid emphasized this by sometimes refer- 
ring to it as the “double conscious, or second memory” 
(38, p. 47). Waking subjects are amnestic for the 
events of this stage of hypnosis unless or until they are 
rehypnotized and reenter double consciousness. In ad- 
dition, overall capacity for recall is greatly enhanced in 
the second conscious state. Hypnotic subjects display 
“an extraordinary revivification of the memory, so 
that there is a lively remembrance of what had been 
long forgotten during the waking condition” (38, p. 
32). 

This touches on the second salient feature of double 
consciousness, namely, that it is a condition in which 
the laws normally governing not only memory and 
consciousness but also mentation and behavior do not 
obtain. With respect to its suspension of normal men- 
tal functioning, double consciousness is akin to dream- 
ing, reverie, and other states of self-absorption in 
which a person may become “so engaged in a train of 
thought as not to observe a passing friend” or be mo- 
mentarily oblivious to the conversation going on 
around him (37, p. 7). In an 1851 monograph Braid 
described this condition as “essentially one of mental 
abstraction or concentration of attention, in which the 
powers of the mind are engrossed, if not entirely ab- 
sorbed, with a single idea or train of thought, and 
concurrently rendered unconscious of, or indifferently 
conscious to, all other ideas or impressions” (37, p. 6). 
The ascendency of imagination and docility and the 
simultaneous relaxation of reason and the normally 
vigilant critical faculties (e.g., comparison, judgment) 
together make double consciousness the condition of 
maximal suggestibility. This set of affairs is tanta- 
mount to an intrapsychic upheaval. 

Braid made this abundantly clear in his essay of 
1852 Magic, Witchcraft, Animal Magnetism, Hypno- 
tism, and Electro-Biology; Being a Digest of the Latest 
Views of the Author on These Subjects (32). It is in this 
essay that he first articulated a comprehensive model 
of the mind. The concept of a hierarchy of the mental 
faculties is the foundation of the model (see figure 3). 
In the ordinary waking state, reason, comparison (rep- 
resenting the critical faculties), and the will reign su- 
preme over imagination, credulity, and docility (p. 66). 
Under certain circumstances the normal relation be- 
tween the higher and lower faculties can be upset or 
reversed. This can occur spontaneously, as in the case 
of dreams and reverie and in pathological conditions 
such as monomania and delirium tremens (p. 67), or 
artificially, as in the case of hypnotism, persuasion, or 
any other form of “fascination” in which a charismatic 
figure, such as an accomplished actor or virtuoso trial 
lawyer or politician, “entrances” his hearers and 
“through the power of sympathy and imitation, and 
fixed attention, at last irresistibly moulds them to his 
will” (p. 68). 

The model is both topographic (in schematizing the 
relation between components of the mental apparatus) 
and dynamic (in depicting their interplay). Nowhere is 
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FIGURE 3. Schematic Representation of Braid’s Views as Outlined 
in his Magic, Witchcraft, Animal Magnetism, Hypnotism, and Elec- 
tro-Biology of 18527 
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1= Normal supremacy 

2= "Natural" or spontaneous (endogenous) subversion by sleep (dreams), 
reverie, or any state of mental abstraction or by pathological conditions 
(2.g., monomania, delirium tremens) 

3= Artificial (exogenous) subversion by hypnotism or persuasion or any other 
form of fascination (e.g., artistic or rhetorical virtuosity) 

4= Resistance to morally offensive suggestions while entranced 


“The faculties depicted are representative, not exhaustive. Judg- 


ment, for example, would be included among the higher faculties 
and sympathy and imitation among the lower faculties. 


this better illustrated than in Braid’s discussion of the 
relative dangers of moral abuse posed by hypnotism 
and general anesthesia. One might think, Braid con- 
ceded, that during the second conscious state of hyp- 
nosis, when the higher faculties wane and imagination 
“careers in unbridled liberty” (32, p. 66), the animal 
passions would be excited, and “unfortunate and vir- 
tuous females might be victimized by designing and 
unprincipled men, even without their consciousness of 
the fact when restored to the waking state, or their 
possessing any mode of bringing home to the unscru- 
pulous culprits a charge of their villainy.” Such are the 
uninformed and irresponsible “lucubrations of some 
of the anti-mesmerists’” (41, p. 131). The facts, how- 
ever, are another matter. Braid wrote, 


A libidinous manifestation I have never seen during hyp- 
notism, but I have witnessed the most intense manifesta- 
tions of erotism arise spontaneously on several occasions 
during the primary or exciting stage of etherization, and 
that even in a patient of high respectability, and of the 
most modest and virtuous conduct, and pious disposition, 
in her general deportment when awake... . 

I am bound in candour to say, from my experience of 
both, that there is far greater danger of ether being con- 
verted to such immoral purposes; for of all the cases I 
have ever seen hypnotized, . . . I have never seen a patient 
whilst in the second conscious state who was not more 
tenacious of resisting any apparent attempt at taking a 
liberty with her either in the way of asking her to take off 
a shawl, or neckerchief, or stocking, or to give a kiss to a 
gentleman .... 

My present convictions are that the same individual 
might be more readily demoralized when awake, than 
when in the second conscious state of nervous sleep, which 
evidently has a tendency, with virtuous people, to quicken 
their perceptions and heighten their notions of what would 
be immoral or highly indecorous, whilst at the same time 
it renders them most docile and obliging, in all which is 
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reasonable and seemly in their estimation. Thus, while 
they will indignantly repel the proposal to kiss an imagi- 
nary gentleman, they will be quite willing to do so to an 
imaginary child. (41, p. 131) l 


This passage suggests a rudimentary concept of in- 
trapsychic conflict and compromise formation. How 
can a subject be “most docile and obliging” (and, tac- 
itly, capable of an alarming “libidinous manifesta- 
tion”) and yet at the same time be critical and willful 
enough to avoid committing an indiscretion? Said 
Braid, “Curiously enough (and, as it appears, so or- 
dained by a special providence) any suggestion involv- 
ing a grave assault upon a moral principle, in persons 
with well constituted minds, will instantly arouse con- 
sciousness and self-control, and induce and enable the 
subject to protect himself against the real or imaginary 
moral assault or suggestion” (32, p. 67). This leads to 
the seeming paradox of the subversion of the reign of 
docility, which is itself already a subversion of will 
(illustrated by the arrow marked 4 in figure 3). Note 
that the eroticism sometimes seen in virtuous “ether- 
ized ladies” was not alleged by Braid to be totally ab- 
sent in hypnotism; rather, he implied that it is held in 
check. The compromise offered in the example is ma- 
ternal affection as a sublimation of erotic sentiment: 
kissing a child instead of a gentleman. While resistance 
to hypnotic induction (hypnotizability) is explained on 
constitutional grounds, resistance to hypnotic sugges- 
tion is explained dynamically and is therefore a forme 
fruste of resistance in psychotherapy. 

Along with the everyday phenomena comprehended 
by psychophysiology, the epoch-making observation 
that hypnotic subjects resist morally offensive sugges- 
tions even while deeply entranced points to the unity of 
consciousness. Double consciousness, with its second 
memory, indicates its divisibility. A subconscious state 
in which long-lost memories can be “revivified’’ pre- 
figures the Freudian concept of repression. 

Braid closed his discussion of hypnotism and general 
anesthesia with a meditation on the forensic ramifica- 
tions of the resiliency of subconscious memory. Hap- 
pily, the second memory serves a protective function in 
the hypothetical case of an invidious male hypnotist 
taking advantage of an unsuspecting female subject: 


From the well-established and most beneficent law of 
double consciousness, it is quite certain that, however 
completely the transactions which occurred during the 
sleep may be forgotten on awaking, she has only to be 
hypnotized or mesmerized, when put into the witness box, 
to render her as competent to give accurate testimony of 
all which occurred in her former state of nervous sleep, as 
in the waking state she could testify to facts which oc- 
curred in her waking condition. Now, I maintain there is 
not a like security for the person who might be victimized 
during ethereal narcotism. By this means patients might be 
rendered speedily entirely oblivious of what was occur- 
ring, and that without the benefit and security of the dou- 
ble conscious memory to be summoned to the conviction 
of the perpetrators of their wrongs. The most judicious 
mode, however, is always to etherize or hypnotize females 
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whilst a third party is present, as then all quibbles will be 
guarded against of either being abused and turned to im- 
moral purposes. (41, p. 131) 


Finally, in Braid’s mental topography of 1852, one 
can discern the de facto creation of a mental science 
laboratory, for the model shows that the derangement 
of the normal mental hierarchy occurring in various 
pathological and paranormal conditions can be artifi- 
cially reproduced and empirically studied. Here again 
hypnotism provided a methodological breakthrough. 


MONOIDEODYNAMICS AND HYPNOTIC 
THERAPEUTICS 


Braid’s surgical practice, as well as his experiments 
with hypnotism throughout the 1840s, led him to an 
appreciation of the potential pathogenicity of ideas. In 
an 1848 essay, “On the Use and Abuse of Anaesthetic 
Agents, and the Best Modes of Rousing Patients Who 
Have Been Too Intensely Affected by Them” (42), he 
noted that surgical outcome can be drastically affected 
by the patient’s fear of the procedure or of anesthesia. 
If the patient’s anticipatory fear is intense, it can cause 
excessive excitation of fear-expressive muscle groups. 
These muscles may spontaneously become “catalepti- 
formly fixed,” Braid explained, “and may remain so to 
the destruction of life if the glottis is thus closed as by 
tke cadaveric spasm.” To avert such a catastrophe, 
“the current of thought should be changed as speedily 
as possible by some powerful sensible impression on a 
distant part of the bedy, otherwise fatal asphyxia may 
speedily ensue.” The same applies to “suspended ac- 
tion of the heart through fear during the inhalation of 
anaesthetic agents” in patients “who seem in great ter- 
rcr when submitting to the influence” (p. 490). 

The notion of changing “the current of thought” to 
abort a potentially fatal complication of general anes- 
thesia has its antecedents in Braid’s observation that 
“it is quite easy to paralyze or energize volition and 
muscular power . . . through auricular suggestion, im- 
agination, and belief” (40, p. 118). Clearly a morbid 
idea (such as an anesthesia phobia) capable of produc- 
ing spastic paralysis of the glottis must be neutralized 
with an intervention of equal potency. Since “auricular 


suggestions” also possess the power to paralyze, they . 
88 p p paraly y 


are the ideal weapons with which to combat morbid 
ideas. If ideas can be pathogens they can also be agents 
of cure. 

As Braid’s mental topography of 1852 demon- 
strates, hypnotism shares with dreams, reverie, and 
monomania the final common pathway of engendering 
a state of mental concentration, a kind of “pathology 
of attention” (32, p. 29), in which a certain idea or 
train of thought predominates. In “The Physiology of 
Fascination” (published in 1855) Braid called the con- 
dition in which the mind is “possessed by a dominant 
idea” the state of “monoideism.” “Monoideo-dynam- 
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ics” was his term for the mind/body interaction cata- 
lyzed by the influence of dominant ideas (33, p. 9). 

The delusions of monomania are -examples of 
endogenous dominant ideas. Suggestions made by the 
hypnotist in the second conscious state are exogencus 
dominant ideas (33, p. 7). Braid’s treatment of mono- 
mania consisted of “engaging the mind of the patient 
so strongly on some new idea, as shall, as much as 
possible, withdraw it from the previously existing mor- 
bid delusion. By the temporary suspension of the mor- 
bid delusion thus effected, its activity and power be- 
come less and less enthralling, and the mind more and 
more capacitated for entertaining new and healthy 
trains of thought” (32, p. 42). 

In the case of 2 woman “haunted with the idea of the 
personal presence” of a deceased relative, Braid em- 
ployed what might be called substitutive monoideody- 
namics: with hypnosis he excited in her mind a dif- 
ferent idea under the dominance of which he 
awakened her, with the result that “the unwelcome 
apparition never again made its appearance” (31, p. 
30). Suggestive therapeutics, then, is a peculiarly cere- 
bral struggle, pitting the hypnotist’s healthy ideas (ad- 
ministered as suggestions) against the patient’s morkid 
dominant ideas. 

Although in the foregoing examples the pathological 
dominant ideas were conscious, Braid’s psychophysiol- 
ogy allowed for the possibility of unconscious domi- 
nant ideas. This is evident from his discussion in “The 
Physiology of Fascination,” where he explained “ta- 
ble-turning” and other phenomena as the effects of 
“the monoideo-cynamic, or unconscious muscular ac- 
tion from a dominant idea possessing the mind” (33, p. 
4). Braid’s 1843 list of ailments often cured or melio- 
rated by hypnotism included congenital deafness, v-s- 
ual deficits, tic doloureux, nervous headache, “spinal 
irritation,” “neuralgia of the heart,” palpitations, ep- 
ilepsy, rheumatism, paralysis, and “distortions and 
tonic spasm” (16, pp. 65—69). By 1853 he had added 
“insanity,” menstrual disturbances, aphonia, dyspep- 
sia, constipation, insomnia, and dermatologic prob- 
lems (31, pp. 26-31, 39)—maladies in which the ide- 
ational component (if any) need not be conscious. The 
phenomenon of double consciousness affords the hyp- 
notist access to a subconscious or unconscious ide- 
ational realm. Because of this, certain diseases “‘not at 
all amenable to ordinary medical treatment” may be 
“speedily and safely relieved and cured by judicious 
and suitable manipulations and suggestions” (33, p. 
13). 

Braid ventured to take “hysteric paralysis” as the 
prototype of such diseases. In light of the doctrine of 
monoideism, its pathogenesis is ascribed to the sover- 
eignty of a dominant idea that has “paralyzed or mis- 
directed .. . [thepatient’s] volition.” Substitutivemono- 
ideodynamics cures the patient “by altering the state of 
the circulation, and breaking down the previous ideas, 
and substituting a salutary idea of vigour and self- 
confidence in their place (which can be done by audible 
suggestions addressed to the patient, in a confident 
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tone of voice, as to what must and shall be realized by 
the processes he has been subjected to)” (31, p. 31). 
Braid here clearly expressed the notions that an idea 
inaccessible to consciousness can be pathogenic and 
that appropriate therapy entails the destruction of the 
morbid idea. 

Braid’s innovative use of hypnosis to cure hysterical 
paralysis by substituting a therapeutic dominant idea 
for a pathological one represents the culmination of a 
gradual shift in emphasis from physiology to psychol- 
ogy. As the passage just quoted demonstrates, he did 
not discard physiology in his mature psychological 
writings of the 1850s. His psychophysiology was, as 
the term implies, a truly synthetic psychosomatic the- 
ory in which imagination, expectation, attention, and 
their physiologic concomitants were integrated into a 
dualistic conception of causation. The result was the 
first theory of suggestive therapeutics. 


TOWARD AN ASSESSMENT OF BRAID’S IMPACT 
AND INFLUENCE 


It is obvious from the acknowledgements of Braid in 
the works of Charcot (43), Binet and Féré (1), Gilles de 
la Tourette (44), Bernheim (45, 46), and Freud (47, 48) 
that he was well known to the chief protagonists in the 
ideological war of the 1880s and 1890s between the 
Nancy and Salpétriére schools concerning suggestion 
and the nature of hypnosis. To delineate the precise 
nature and extent of Braid’s influence would in itself 
merit a separate inquiry; the following is merely a pre- 
liminary sketch. 

In the last year of his life, Braid’s work attracted the 
attention of the French investigators Azam, Broca, and 
Velpeau (8, pp. 41-42; 10, p. 27). In 1858 E.E. Azam 
(1822-1899), a professor of surgery at the Bordeaux 
Medical School, read Braid’s Neurypnology (49, p. 
51). The following year Azam went to Paris and dis- 
cussed “Braidism,’ as it was then called, with his 
friend Paul Broca. Broca (1824—1880) immediately be- 
gan experimenting with hypnotic anesthesia, using 
Braid’s methods, and read a paper on hypnotism be- 
fore the Académie des Sciences in December 1859 (50, 
p. 90). Broca’s paper and Azam’s 1860 article in the 
Archives Générales de Médecine (51) sparked a re- 
newal of interest in hypnotism in the French scientific 
community (10, p. 27). At the request of the Académie 
des Sciences, Braid sent a copy of Neurypnology, along 
with several of his shorter works, to its representative, 
who formally presented them to the Académie in Feb- 
ruary 1860 (52, p. xii). Durand du Gros’ pseudony- 
mously published 1860 book Cours Théorique et Pra- 
tique de Braidisme ou Hypnotisme Nerveux (53) 
further aided the posthumous dissemination of Braid’s 
work in France. 

Three days before he died, Braid sent Azam the 
manuscript of his last work, a brief synopsis of his 
changing views on hypnotism written in January 1860. 
This manuscript made its way to the eminent Ameri- 
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can neurologist George M. Beard (1840-1883). He in 
turn sent it to Wilhelm Preyer (1842~—1897), who is 
best known today for his important early contribu- 
tions to child psychology (54, p. 471) and who became 
Braid’s German translator and champion. He ap- 
pended his translation of the 1860 manuscript (never 
published in English) to his 1881 German edition of 
Neurypnology (55). Preyer published German transla- 
tions of many of Braid’s shorter works in 1882 (56) 
and 1890 (57). The French translation of Neurypnol- 
ogy ($2) appeared in 1883. In his 1899 English reedi- 
tion of Neurypnology (58), A.E. Waite crowned Braid 
“the discoverer, so to speak, of suggestion” (p. 65). 

The scientific rehabilitation of hypnotism, twice dis- 
graced in France by the royal commissions of 1784 and 
the Académie de Médecine commission of 1837 (1), 
was consummated by Jean-Martin Charcot (1825— 
1893). Enthroned at the Salpétriére as the “Napoleon 
of neuroses” (3, p. 95), Charcot was probably the most 
famous neurologist in the world when he took up the 
study of hypnotism in 1878. Due to his enormous pres- 
tige, Charcot’s work helped legitimate hypnotism 
research. 

It is unclear how Charcot became interested in hyp- 
notism. Certainly, its apparent applicability to the 
study of hysteria was an important determinant. Char- 
cot read voraciously and was familiar with Braid’s 
publications as well as those of Azam, Broca, and oth- 
ers (59, p. 166; 60, p. 183). Copies of the French and 
German editions of Neurypnology formed part of his 
personal library (Mark S. Micale, personal communi- 
cation, 1987). He praised Azam for courageously pur- 
suing Braid’s ideas at a time when hypnotism research 
was generally censured (50, p. 91). In an 1888 essay— 
discreetly postscripted: “This article has been read and 
approved by Prof. Charcot”—Gilles de la Tourette re- 
marked that Braid laid “the foundations upon which 
in 1878 Charcot was to build up the scientific theory of 
hypnotism” (44, p. 132), and in two of his papers on 
hypnotism, Charcot hailed Braid as the true initiator of 
scientific hypnotism research (43, pp. 297 [note 3], 
311 [note]). 

Ambroise Auguste Liébeault (1823—1904), spiritual 
father of the rival Nancy school, was also aware of 
Braid’s work. He was reportedly stimulated by the pre- 
sentations in 1860 of Azam, Broca, and Velpeau to 
devote himself to the study of “Braidism” (61, p. 97). 
His 1866 book Du Sommeil et des Etats Analogues 
[On Sleep and Related States] sold only one copy (62, 
p. 95), compared to the nearly 800 copies of Neuryp- 
nology sold within 4 months of its publication (26, p. 
74), and his work remained unknown until its popu- 
larization by Hippolyte Bernheim in the 1880s. 

In the 1886 book that introduced Liébeault’s work 
to the world (45), Bernheim (1840-1919) indicated 
that Liébeault’s only major departure from Braid’s 
thought was to dispense with the physical techniques 
of passes, manipulations, and visual fixation in favor 
of simple, unadorned verbal suggestion (p. 206). 
Clearly, this was really no departure at all, since Braid 
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himself had done the same in his post-1843 experi- 
ments. Bernheim’s familiarity with the latter is evident 
from his reference to them in his books (45, pp. 111— 
113; 46, p. 56). In a later publication, Bernheim stated 
that despite some theoretical differences, Braid’s stat- 
ure as “the father of the doctrine of suggestion” re- 
mained intact. The Nancy school, he affirmed, derived 
directly from Braid. He added, however, that “‘Lié- 
keault did more than simply resuscitate Braidism: 
... he substituted pure psychology for Braid’s psycho- 
physiology” (63, p. 143; my translation). This spe- 
cious distinction between psychophysiology and 
“pure” psychology led Bernheim into a contradiction. 
Bernheim criticized Braid for failing to relinquish his 
early physiologic theories which, in Bernheim’s view, 
only obscured the matter. He credited Liébeault with 
purging Braidism of physiology and arriving at the true 
essence of hypnotism: simple suggestion (63, p. 141). 
However, he then went on to say, “What we call hyp- 
notism is nothing other than the activation of a phys- 
iologic property of the brain—suggestibility” (p. 144; 
my translation; italics added). 

It is interesting ta observe how the warring Salpé- 
triére and Nancy schools drew upon different features 
of Braid’s work to support their contrasting views. 
Braid’s early emphasis on hypnosis as a special state of 
consciousness with distinct and observable physiologic 
concomitants must have been of great importance to 
Charcot. Charcot, following Briquet, was eager to es- 
tablish hysteria as a discrete clinical entity whose 
symptomatology follows specific patterns, despite the 
absence of anatomical lesions (64). Since the symp- 
toms of hysteria clearly could not be made to conform 
to the laws of anatomy, Charcot dropped the idea of 
an anatomic basis of hysteria in favor of a physiologic 
model. In the new model, devised to explain the func- 
tional paralyses of delayed onset in railway accident 
victims, a hereditary predisposition to hysteria is acti- 
vated by a nervous shock stemming from actual phys- 
ical trauma. A hypnotic state is induced by the shock, 
and the memory of the trauma becomes the equivalent 
ot what Braid would have called a morbid dominant 
idea. The result is hysterical paralysis that is organi- 
cally determined but precipitated by an environmental 
insult. Thus, the journey from unconscious pathogenic 
dominant ideas to traumatic memories motivating 
symptom formation in hysteria required no great leap. 

The concept of psychogenic paralysis did not origi- 
nate with Braid. Ellenberger (3, p. 90) pointed to pre- 
cedents in the work of Benjamin Collins Brodie (1783— 
1862). Similarly, Janet (65, p. 265) commented that 
monoideism had been around long before Braid and 
could in fact be traced back to Descartes (1596—1650) 
and Condillac (1715—1780). Nevertheless, Braid’s em- 
pirical findings appear to have influenced Charcot 
more directly. 

Charcot impressed Janet and Freud with the etio- 
logic significance of traumatic memories (3, 66). Janet 
(1859-1947) began in the late 1880s to elaborate his 
“psychological analysis,” with the pathogenicity of 
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“subconscious fixed ideas” as its central concept. Sub- 
conscious fixed ideas, he held, issue from traumatic 
memories; their recognition, investigation, and de- 
struction offers a means to cure hysteria (67). The 
“hypnoid states” described by Breuer and Freud in 
their “Preliminary Communication” (68) of 1893 bear 
the stamp of Charcot’s transformation of Braid’s dou- 
ble consciousness and monoideism. 

To Charcot and his followers, hypnosis was an “‘ar- 
tificially produced morbid condition” that ‘discloses 
itself almost always on soil predisposed by hyster:a” 
(69, p. 606). Suggestibility was to them a hypnctic 
epiphenomenon found only in hysteria. The Nancy 
school, led by Bernheim, espoused the opposite view. 
Bernheim defined hypnosis as “‘a peculiar psychical 
condition which increases the susceptibility to sugges- 
tion” (45, p. 15). He issued a direct challenge to zhe 
Salpétriére school in asserting that this condition is not 
abnormal; hypnosis merely exaggerates suggestibility, 
which, as Braid had argued, is a normal and universal 
human trait (45, p. 149). 

Some twentieth-century French historians (49, 65) 
have depicted Braid’s views as little more than a reca- 
pitulation of those of Alexandre Bertrand (1795—- 
1831) and the abbot Faria (1755-1819), two early and 
well-known antifluidists, but this is decidedly not what 
their nineteenth-century counterparts thought. Char- 
cot referred repeatedly to Braid in his papers on hyp- 
notism (43), where there is no mention of Bertrand or 
Faria. In his preface to the French edition of Neuryp- 
nology, C.E. Brown-Sequard (1817-1894) noted that 
Faria and Bertrand were “distinguished observers” be- 
fore Braid of the effects of imagination, but Braid car- 
ried these observations “much further” in specifying 
the role of imagination in hypnotism and in demen- 
strating the intluence of the mind over the body in 
hypnotic phenomena (52, p. vii). And in his historical 
review, Bernheim stated, “Although the doctrine of 
suggestion had its precursors, it was not until the year 
1841 that it was definitely established by James Braid” 
(45, p. 111). 


CONCLUSIONS 


Questions of precedent and priority aside—which, 
in any case, require further research to clarify—it is 
clear that Braid’s work illuminated certain currents 
in mid- and Jate-nineteenth-century psychology and 
therapeutics. 

Midcentury was a period of mounting positivism 
and empiricism. Hermann Helmholtz (1821-1894) ce- 
livered his paper on the conservation of energy in 
1847, epitomizing the broad conviction that the pke- 
nomena of life are governed by laws and that these 
laws are best elucidated by experimentation (70). It 
was also a time of increasing psychological sophistica- 
tion, exemplified by the publication in 1850 of Natha- 
niel Hawthorne’s (1804-1864) great novel about a 
pathogenic secret, The Scarlet Letter (71). 
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Braid played a significant part in both of these 
trends. He was certainly the first—and foremost in his 
day—advocate of the use of hypnotism as a tool of 
scientific investigation. His institution of hypnotic phe- 
nomena as valid scientific data was symbolically 
capped in 1882 with the acceptance of Charcot’s paper 
on hypnosis and hysteria by the august and historically 
skeptical Académie des Sciences. Throughout his ca- 
reer, Braid insisted on a physiologic substratum for 
hypnotic phenomena, as did Charcot a generation 
later. He would not have accepted Bernheim’s confla- 
tion of suggestion and hypnotism. Nevertheless, 
Braid’s elaboration of his theory of monoideodyna- 
mics and suggestive therapeutics in the 1850s marked 
the true beginnings of the Nancy school of hypnotic 
countersuggestion, and, although neither unprece- 
dented nor unparalleled, Braid’s concepts of double 
consciousness and unconscious dominant ideas were 
of unique importance in terms of the posthumous au- 
dience they reached. He set the stage for Charcot’s 
bold shift from neuroanatomy to dynamic physiology 
in his work on hysteria. His psychophysiology and mo- 
noideodynamics framed the Nancy/Salpétriére debates 
that soon followed. 

Finally, Braid’s writings on hypnotism, spanning a 
20-year period, raised the most profound and persist- 
ent questions about hypnosis, namely, what exactly is 
it, and how can it be reliably studied? The Nancy and 
Salpétriére schools were not the last to lock horns over 
these issues. Recent articles in the lay press (72) and 
the scientific press (73) remind us that fundamental 
questions about the nature of hypnosis and about meth- 
odology in hypnotism research remain unresolved. 
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APPENDIX 1. Bibliography of James Braid 


The following is a revised and newly chronologized ver- 
sion of J.M. Bramwell’s most complete Braid bibliograpay, 
published in his Hypnotism: Its History, Practice and Theory 
(10). The first edition is dated 1903; the third and final edi- 
tion, 1913. Although the bibliography is identical in all edi- 
tions, I have chosen the 1913 date as indicative of Bramwell’s 
final consideration of the matter. 

This bibliography corrects minor errors and supplies m:ss- 
ing volume and page numbers in Bramwell’s bibliography; it 
orders the entries by date of publication. More importanzly, 
I have added four journal articles by Braid that were appar- 
ently unknown to Bramwell (items 17, 18, 23, and 38 in zhe 
1987 classification). These entries are marked with a plus 
sign (+). Items marked with an asterisk (*) are 1913 entries 
that I have been unable to verify. 


1987 1913 Title 


1 42 Lateral curvature of the spine; strabismus. 
London Med Gazette 1840-1841; 27:445— 
447 


Stammering. London Med Gazette 1843- 
1841; 27:949--951 


Cure of stammering. London Med Gaze-te 
1840-1841; 28:116-118 


On the operation for talipes. London Med 
Gazette 1840-1841; 28:186-189 


Observations on talipes, strabismus, stam- 
mering, and spinal contortion, and the best 
methods of removing them. Edinburgh Med 
Surgical J 1841; 56:338-364 


Talipes. Lancet 1841—1842; 1:202 


Animal magnetism. Med Times (London) 
1841-1842; 5:283 


Animal magnetism. Med Times 1841—1842; 
5:308 


Satanic agency and mesmerism reviewed, in 
a letter to the Rev H McNeile, AM, of Liv- 
erpool, in reply to a sermon preached by 
him in St Jude’s Church, Liverpool, on Sun- 
day, April 10th, 1842. Manchester, Eng- 
land, Simms & Dinham & Galt & Ander- 
son, 1842 (pamphlet) 

10 12 Neuro-hypnotism. Med Times 1842; 6:239 
Account of case of total deafness success- 
fully treated by hypnotism. Manchester 
Times, Sept 1, 1842 


11* 35 
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1987 1913 
12 2 
13 13 
14 14 
15 15 
16 16 
17* — 
18* — 
19 17 
20 18 
21 19 
22 20 
23* — 
24 21 
25 29 


Title 


Neurypnology, or the Rationale of Nervous 
Sleep, Considered in Relation to Animal 
Magnetism, Illustrated by Numerous Cases 
of Successful Application in the Relief and 
Cure of Disease. London, John Churchill, 
1843 


Observations on the phenomena of phreno- 
mesmerism. Med Times 1843-1844; 9:74— 
75 


Mr. Braid on mesmerism. Med Times 
1843-1844; 9:203 


Observations on some mesmeric phenom- 
ena. Med Times 1843-1844; 9:224—-227 


Observations on mesmeric and hypnotic 
phenomena. Med Times 1844; 10:31~32, 
47-A9 


The effect of garlic on the magnetic needle. 
Med Times 1844; 10:98-99 


Physiological explanation of some mesmeric 
phenomena. Med Times 1844; 10:450-451 


Case of natural somnambulism and cata- 
lepsy, treated by hypnotism; with remarks 
on the phenomena presented during the 
spontaneous somnambulism, as well as that 
induced by various artificial processes. Med 
Times 1844-1845; 11:77—78, 95-96, 134— 
135 


Experimental inquiry, to determine whether 
hypnotic and mesmeric manifestations can 
be adduced in proof of phrenology. Med 
Times 1844-1845; 11:181—182 


Magic, mesmerism, hypnotism, etc, etc, his- 
torically and physiologically considered. 
Med Times 1844--1845; 11:203~204, 224— 
227, 270-273, 296-299, 399-400, 439- 
441 


Case of natural somnambulism and cata- 
lepsy, treated by hypnotism; with remarks 
on the phenomena presented during the 
spontaneous somnambulism, as well as that 
induced by various artificial processes. Med 
Times 1845; 12:117-119 (continuation of 
number 19) 


Mr Braid on hypnotism. Lancet 1845; 1: 
627-628 


The Fakirs of India. Med Times 1845; 12: 
437 


Queries respecting the alleged voluntary 
trance of Fakirs in India. Lancet 1845; 2: 
325 (identical to number 24) 
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1987 1913 
26 22 
27 34 
28 23 
29 3 
30 31 
31 24 
32 32 
33 25 
34 26 
35 27 
36 33 
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Title 


Dr Elliotson and Mr Braid. Med Times 
1845-1846; 13:99-101, 120-121, 141-142 


On the distinctive conditions of natural and 
nervous sleep (manuscript never published 
in English; published in German translation 
in W Preyer: Der Hypnotismus: Vorlesun- 
gen gehalten an der K. Friedrich-Wilhelms- 
Universitat zu Berlin. Vienna and Leipzig, 
Urban & Schwarzenberg, 1890) 


On the power of the mind over the body: 
an experimental inquiry into the nature and 
cause of the phenomena attributed by 
Baron Reichenbach and others, to a “new 
imponderable.” Med Times 1846; 14:214— 
216, 252-254, 273-274 


The power of the mind over the body: an 
experimental inquiry into the nature and 
cause of the phenomena attributed by 
Baron Reichenbach and others to a “new 
imponderable.” Publisher unknown, 1846 
(pamphlet version) 


The power of the mind over the body: an 
experimental inquiry into the nature and 
cause of the phenomena attributed by 
Baron Reichenbach and others to a “new 
imponderable.” Edinburgh Med Surgical J 
1846; 66:286~312 (slightly different jour- 
nal version) 


Facts and observations as to the relative 
value of mesmeric and hypnotic coma, and 
ethereal narcotism, for the mitigation or 
entire prevention of pain during surgical 
operations. Med Times 1846-1847; 15: 
381-382 and 1847; 16:10-11 


Facts and observations as to the relative 
value of mesmeric and hypnotic coma, and 
ethereal narcotism, for the mitigation or 
entire prevention of pain during surgical 
operations. Edinburgh Med Surgical J 
1847; 67:588--594 (identical to number 31) 


Observations on the use of ether for pre- 
venting pain during surgical operations, and 
the moral abuse which it is capable of be- 
ing converted to. Med Times 1847; 16: 
130-132 


Mr Braid and Dr Elliotson. Med Times 
1847-1848; 17:106-107 


Mr Braid and Mr Wakley. Med Times 
1847-1848; 17:163~-164 


On the use and abuse of anaesthetic agents, 
and the best modes of rousing patients who 
have been too intensely affected by them. 
Edinburgh Med Surgical J 1848; 70:486~ 
491 
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37* 


40 


41 


42 


43 


44* 


1206 


46 


40 


36 


Title 


Case of congenital talipes varus of a foot 
with ten toes. London Med Gazette 1848; 
vol and pp unknown 


Letter to the editor. Br Record of Obstetric 
Med & Surgery 1849; 2:55~59 


Observations on trance, or human hyberna- 
tion. Med Times 1850; 21:351-353, 401- 
403, 416-417 


Observations on Trance, or Human Hyber- 
nation. London, John Churchill, 1850 (ex- 
panded monograph version) 


Electro-Biological Phenomena, Considered 
Physiologically and Psychologically. Edin- 
burgh, Sutherland & Knox, 1851 (pam- 
phlet) 


Magic, Witchcraft, Animal Magnetism, 
Hypnotism, and Electro-Biology; Being a 
Digest of the Latest Views of the Author on 
These Subjects. London, John Churchill, 
1852 (pamphlet) 


Entire absence of vagina, with rudimentary 
state of uterus, and remarkable displace- 
ment of rudimentary ovaries and their ap- 
pendages, in a married female, 74 years of 
age. Monthly J Med Science 1853; 16:230- 
231 


Abstract report of a course of six lectures 
on the physiology of the nervous system— 
with particular reference to the states of 
sleep, somnambulism (natural and induced), 
and other conditions allied to these—deliv- 
ered at the Royal Manchester Institution, in 
March and April, 1853, by William B Car- 
penter. Manchester Examiner and Times, 
April 30, 1853 


1987 1913 


45* 


46 


47 


4g" 


49 


50a 
&b 


51 


52* 


53 


37 


30 


48 


&b 


47 


49 


38 


Title 


Letter to the editor. Manchester Examiner 
and Times, June 22, 1853 


Hypnotic therapeutics, illustrated by cases. 
Monthly J Med Science 1853; 17:14-47 


Hypnotic Therapeutics, Illustrated by 
Cases, With an Appendix on Table-Turning 
and Spirit-Rapping. Publisher unknown, 
1853 (pamphlet) 


\ 
Letter to the editor. Manchester Examiner 
and Times, Nov 15, 1853 


On the nature and treatment of certain 
forms of paralysis. Association Med J 
1855; 3:848-855 


The Physiology of Fascination and the Crit- 
ics Criticised. Manchester, Grant, 1855 
(two-part pamphlet) 


Arsenic as a remedy for the bite of the 
tsetse, etc. Br Med J 1858; 3:214-215 


Letter to the editor. Manchester Courier, 
Nov 26, 1859 


Manuscript of Jan 1860 never published in 
English; published in German translation in 
W Preyer: Die Entdeckung des Hypnot.s- 
mus (Berlin, Paetel, 1881) and in French 
translation in J Simon: Neurypnologie: 
Traité du Sommeil Nerveux ou Hypnotisme 
(Paris, Adrien Delahaye & Emile Lecrcs- 
nier, 1883) 
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Blood-Injury Phobia: A Review 


Isaac Marks, M.D., F.R.C.Psych. 


Natural human uneasiness about blood, injury, or 
deformity sometimes becomes a specific phobia, which 
can lead to serious disability if vital medical proce- 
dures are refused. Blood-injury phobia usually starts in 
childhood and is often familial. Unlike other phobic 
cues, which cause persistent tachycardia, blood-injury 
phobic cues evoke an initial rise in heart rate followed 
by vasovagal bradycardia and, frequently, syncope. Al- 
though blood-injury phobia may have an evolutionary, 
genetic, and physiological basis, it can be treated ef- 
fectively by exposure. The tendency to faint early in 
exposure therapy can be reduced by lying down, tens- 
ing the muscles, or inducing anger. 

(Am J Psychiatry 1988; 145:1207-1213) 





lood-injury phobia is a focal (simple) phobia with 

distinctive features. The problem may be far from 
trivial and may even be life threatening, so the label 
“simple” phobia can be misleading. Blood-injury pho- 
bia is treatable by the same exposure approach that 
improves other phobias (1). This review extends pre- 
vious ones (1-3) by bringing together a more widely 
scattered literature, showing that the phobia is an 
intensification of a normal human reaction, giving 
more details of treatment, placing the syndrome in 
an evolutionary context, and making an etiological 
suggestion. 


BLOOD-INJURY PHOBIAS: AN EXAGGERATION OF 
NORMAL DISCOMFORT IN RESPONSE TO BLOOD- 
INJURY CUES 


Humans have a natural tendency to be squeamish at 
the sight of blood, injury, or deformity (“Many will 
swoon when they do see blood”: As You Like It, Act 
4, Scene 3). Discomfort, faintness, skin conductance 
arousal, heart rate changes, and nausea are triggered 
by cues involving blood (4—6), physical disability (7), 
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mutilated human bodies (8), and accidents (9, 10). 
Fainting from slowed heart rate at their first sight of 
blood is not unusual in medical and biology students 
and nurses. Seeing gross deformity without fresh injury 
or visible blood can also induce uneasiness, although 
fainting has not been described. 

Fainting during procedures like bloodletting 
(11-13), cardiac catheterization (14, 15), and dentistry 
(16-18) is well-known. Heart rate slowed in children 
seeing dentistry films for the first time (19). Injury, 
even piercing the ears for earrings, can induce fainting. 
A parachutist’s heart rate of 185 bpm during descent 
suddenly slowed to 60 bpm at the moment of landing, 
when he sustained a fractured ankle (18). Fainting may 
be induced by manipulations like prostatic palpation 
during rectal examination and dilation of the cervix 
with a finger or instrument (20) or during normal la- 
bor (21), by pneumoencephalography (11), by pres- 
sure on the eye during ophthalmological examination 
(personal communication from D. Kaloupek, 1986), 
and by a 90-degree head up to head down body tilt 
(22). Syncope has also occurred during sudden empty- 
ing of the bladder (23) and immersion of the face in 
water (the diving reflex) (22, 24). 

Our discomfort on seeing blood-injury cues contrib- 
utes to the stigma borne by deformed and ill people. 
According to an article in the February 23, 1983, issue 
of The Guardian, a kidney patient who spent 2 days a 
week at home in bed attached to a dialysis machine 
was told by his municipal council to draw the curtains 
of his sick room or fit frosted glass to the window to 
spare his neighbors distress. Such queasiness can be 
overcome. Medical students steel themselves to over- 
come uneasiness at the sight of autopsies, wounds, and 
surgery, and soldiers are taught to ignore the horrors 
of war. Although we tend to avoid disfigured people at 
first sight, they can elicit a friendly approach by smil- 
ing and being warm to us; in other words, the natural 
aversion can be modified fairly easily. 


Clinical Features 


Blood-injury phobia is a distinctive focal phobia 
(specific phobia—ICD-10, simple phobia—DSM-III- 
R) that meets the criteria of a persistent fear of a cir- 
cumscribed stimulus without agoraphobia/panic disor- 
der or social phobia. Except in one series (3), most 
patients with blood-injury phobia have no excess of 
agoraphobia, social phobia, other focal phobias, gen- 
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eral anxiety (25), spontaneous panics, or depression. 
In factor analyses of responses to fear questionnaires, 
blood-injury phobia emerged as a factor distinct from 
agoraphobia and sccial phobia not only among pa- 
tients with phobias (26) but also among students (un- 
published 1986 paper by D. Kaloupek et al.). 

Blood-injury phobias are sometimes called blood- 
injury-illness phobias, but it is unclear how often ill- 
ness phobias are associated with a fear of blood-injury 
cues. Illness phobias, of which AIDS phobias are a 
variant, can be seen as a type of focused hypochon- 
driasis and lack the typical cardiovascular reaction of 
blood-injury phobias (1, 27). 

The natural mild human fear of blood-injury cues 
usually causes no difficulty in everyday life and is 
called a phobia only if it becomes severe and can cause 
marked and even life-threatening handicap. Some pa- 
tients with blood-injury phobia avoid urgent medical 
procedures that could save their lives: those who be- 
come diabetic may eschew insulin injections, and those 
who develop cancer may shun surgery. They avoid 
hospitals, sick people, or viewing medical programs on 
television. Blood-injury phobia leads some women to 
avoid becoming pregnant because pregnancy and 
childbirth are associated with blood and medical pro- 
cedures. The phobia may deter sufferers from embark- 
ing on otherwise attractive careers as doctors, nurses, 
or teachers. 

Some patients with blood-injury phobia are prone to 
syncope on hearing the word “blood,” descriptions of 
surgery, the sound of ambulance sirens, or newscasts 
reporting disasters (3). They may place their head be- 
tween their knees or lie on the floor to avert a faint 
wnen exposed to bload-injury cues, and they plan their 
work and leisure schedules to avoid them. If they do 
faint, these patients usually recovery rapidly if they are 
supine. They may weep, sweat, become dizzy, and 
experience tinnitus, urinary urgency, and embarrass- 
ment. Three patients with blood-injury phobia were 
charged by the police for refusing to give blood spec- 
imens (personal communication from O. Briscoe, 
1586). All three patients were phobic of injections or 
blood being taken and had refused local dental anes- 
thesia, preferring to bear with the pain; one had re- 
fused local anesthesia for suturing. Two of these pa- 
tients had relatives with the same phobias. Discomfort 
on seeing one’s own menstrual blood or handling red 
meat has not been reported in blood-injury phobia. 

Fainting during dental treatment or donating blood 
is associated with previous dislike of or nervousness 
about the procedure (16, 28). In some patients with 
blood-injury phobia the phobic stimulus induces nau- 
sea and faintness rather than fear. These patients avoid 
blood-injury cues more to avert fainting than fear, and 
anticipation of a faint then brings on anxiety. Their 
exaggerated physiological reflex literally makes them 
“sick at heart” on seeing blood. Although nausea from 
vasovagal stimulation is often seen, vomiting is not. 
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The Diphasic Cardiovascular Response With 
Fainting 


Most patients with phobias experience a rise in heart 
rate on encountering the dreaded object; the heart rate 
stays high until gradual habituation sets in if exposure 
continues for 20-60 minutes. Even though many pa- 
tients with other phobias, especially agoraphobia, may 
feel faint, actual fainting is rare (1, 5). In contrast, 
patients with blood-injury phobia in contact with 
blood-injury stimuli may show a transient slight rise in 
heart rate and blood pressure that within a few sec- 
onds or minutes is followed by marked vasovagal 
slowing of the heart rate (29), perhaps to the point of 
brief asystole. The patient’s blood pressure drops, aad 
he or she feels nauseated, sweats, goes pale, and may 
faint. Vasovagal slowing may not occur if the bload- 
injury stimuli last only 10 seconds or less (30); slowing 
can take up to 4 minutes to develop (31). 

The vasovagal response often culminates in faintirg. 
People who fear injections often faint repeatedly at tae 
sight or mention of their phobic stimulus (1, 3, 5, 29, 
32~39)-Some can defer the faint a bit until it is safer to 
fall down, just as some patients with epilepsy can delay 
their fits. Patients with other phobias seem to lack the 
autonomic specificity of patients with blood phobia 
(5). They may faint in hot, overcrowded situations but 
are not prone to faint either at the sight of blood or of 
their phobic stimulus. Socially anxious students did 
have bradycardic responses to blood-injury cues (ua- 
published 1985 and 1986 papers of D. Kaloupek et 
al.), but these were not intense enough to produce va- 
sovagal faints. 

Fainting in patients with blood-injury phobia may 
precipitate focal or generalized seizures. Schraeder 2t 
al. (40) reported that a 21-year-old student fainted -n 
church while listening to a reading of suffering from 
Fox’s Book of Martyrs. Rhythmic contractions of his 
right arm were followed by generalized tonic-clonic 
activity and urinary incontinence. He had had several 
previous episodes of unconsciousness related to the 
sight of blood or description of cardiac catheterization. 
His parents and sister also reported frequent syncope 
induced by pain or the sight of blood, but they did not 
report having had seizures. While again listening to the 
offending passage during EEG and ECG monitoring, 
this patient had 25 seconds of asystole ending in EEG 
silence and another fit, Ambulatory monitoring re- 
vealed episodes of progressive sinus bradycardia with 
PR-interval prolongation and Wenckebach atrioven- 
tricular block. A ventricular pacemaker was im- 
planted, and there were no further symptoms over a 
1-year follow-up. 


Prevalence, Demography, and Family History 
Mild fear of blood is common in children (44% af 
6--8-year-olds and 27% of 9~12-year-olds) (41) and in 


adults. Intense fear of blood is less frequent, amount- 
ing to a blood-injury phobia in 2%—4.5% of children 
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and adults. Blood-injury phobia is common in adults 
in the community (42—45), but not all sufferers seek 
treatment. Mild blood-injury fear and severe blood- 
injury phobia sometimes (2, 45) but not always (3) 
have a female preponderance. Male blood donors faint 
almost as often as female blood donors do. Most pa- 
tients with blood-injury phobia are married, and their 
work status is unremarkable. The racial incidence of 
blood-injury phobias is unknown. Intriguingly, how- 
ever, 18% of 352 white subjects but none of 62 black 
subjects fainted while donating blood (28), although 
no racial difference was found in another study (46). 

Like phobias of animals, those of blood or injury in 
adults usually date back to childhood. In one series (2) 
the mean age at onset was 7 years even though the 
mean age at presentation for treatment was 31, and in 
another series of adults (3), most cases had begun in 
childhood. As with animal phobias, this may indicate 
selective learning at particular ages (1). In the case of 
blood-injury phobia this may reflect our tendency to 
encounter blood-injury cues for the first time as chil- 
dren; a predisposition to faint at and to fear those cues 
would manifest itself at the time of first contact. 

Patients with blood-injury phobia often have family 
members with a similar problem (3, 5, 37, 45). Fully 
68% of patients with blood-injury phobia in a Swedish 
series (29, 47) had biological relatives who were blood 
phobic, a rate 3—6 times higher than the frequency of 
corresponding phobias among the relatives of patients 
with agoraphobia, social phobia, dental phobia, or an- 
imal phobia (48, 49). In a U.S. series (3), 27% of pa- 
tients with blood-injury phobia had a family history of 
the disorder. The concordance of blood-injury phobias 
was found to be higher among monozygotic than 
among dizygotic twins (50). 


TREATMENT 


Treatment for blood-injury phobia is mandatory 
when it endangers the patient’s life through avoidance 
of life-saving medical procedures such as urgent sur- 
gery, blood transfusion, or insulin injections for dia- 
betes. Such an emergency is a not uncommon reason 
for referral, although some sufferers would rather die 
than have a venipuncture or surgery. In some cases the 
fear may concern not blood but needles, injections, or 
medical or dental procedures. (Whether these should 
all be lumped into a single category is unclear and 
needs further study.) In other cases, patients want help 
in order to be able to pursue a career of teaching, 
nursing, or medicine, to become pregnant, or to raise 
their children more normally. 

Help is given by exposure therapy largely along the 
same lines as for patients with other phobias (1). The 
clinician elicits from the patient details of all the situ- 
ations that induce fear and faintness and then arranges 
prolonged exposure to each of those situations. The 
patient is asked to carry out exposure homework to 
those situations between sessions and to record details 
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of exposure homework tasks and reactions to them in 
a daily diary. These are monitored at each session, and 
fresh exposure homework is negotiated. Some patients 
can do most of the treatment alone as self-exposure 
homework; the clinician’s role is that of monitor. 

Habituation occurs most quickly if the exposure is 
prolonged for an hour or more at a time and if the 
phobic cues used during exposure are real or filmed 
rather than imagined. Most patients with phobias and 
rituals can treat themselves successfully by self-expo- 
sure without therapist-aided exposure (51, 52); again, 
the clinician’s role is that of supervisor and monitor 
(53). Applying this principle to patients with blood- 
injury phobia, they can do graded and prolonged self- 
exposure homework: look at a vial of blood and lurid 
colored pictures of surgery and disease (placed in the 
bathroom and kitchen, where they will be seen often), 
sit in an emergency room or a place where people are 
giving blood, watch and hear violent films, read gory 
descriptions of injury and surgery, and handle needles 
and syringes of increasing size. The patient records this 
self-exposure homework in a diary that is shown to the 
clinician, who then discusses further self-exposure 
tasks which can be undertaken until habituation is 
complete. 

One precaution is needed during prolonged expo- 
sure for patients with blood-injury phobia. Early in 
exposure the patient’s heart rate may drop to 30—40 
bpm or even to 0 bpm for up to 25 seconds (54). 
Patients with blood-injury phobia are thus unlike other 
patients with phobias in that they are liable to a vaso- 
vagal hypotensive faint during exposure therapy. 
Fainting may occur despite all attempts to prevent it. If 
this happens, exposure should continue as conscious- 
ness is regained; the tendency to faint again will grad- 
ually subside. 

To reduce the likelihood of fainting, patients with 
blood-injury phobia should begin exposure while re- 
clining. They should gradually sit up and stand as they 
habituate to the blood-injury cues (5, 55, 56). Fainting 
is also less likely if patients deliberately try to feel an- 
gry by thinking of past insults (32) or if they tense their 
muscles (29, 57). In one patient (58), tensing the mus- 
cles raised the heart rate and reduced fear, but imag- 
ining taking action to help an injured victim did not 
alter the heart rate even though it reduced fear. Once a 
vasovagal reaction has begun, muscular relaxation 
may actually provoke fainting by reducing the blood 
pressure still further. If a clinician is present, fainting is 
less likely if the patient’s heart rate is monitored and 
the exposure progresses slowly up a blood-injury hier- 
archy as the heart rate normalizes. Whereas fear re- 
duction in patients with other phobias is accompanied 
by the heart rate falling to normal, habituation in pa- 
tients with blood-injury phobia is signaled by the heart 
rate rising to baseline (5, 33, 35, 58). This gradual rise 
due to habituation is distinct from the initial quick rise 
for up to a minute that precedes the bradycardia, as 
mentioned earlier in this paper. 
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Case 1. A typical patient with blood-injury phobia is Ms. 
A, a 29-year-old woman seen in my unit. Since age 4 she had 
fainted at the sight of blood or injury or even when hearing 
the subjects discussed. She had been unable to fulfill her 
ambition to become a teacher because she was afraid she 
would faint while dealirg with children’s cuts as part of her 
work, and she had avoided violent films and plays. She be- 
came ashamed of her problem and determined to overcome 
it after she fainted in a hospital emergency room with her son 
sitting on her lap while his scalded foot was being dressed. 
Her mother, a maternal aunt, and her maternal grandmother 
a] had this same problem. 

At assessment Ms. A and her nurse therapist agreed on 
four realistic and achievable targets: watching blood being 
teken from someone else, watching blood being taken from 
herself, being able to ccpe with her children receiving first 
aid, and getting her varicose veins treated. Treatment in- 
volved repeated prolorged exposure to blood-injury scenes. 
She lay down during the first few sessions to prevent fainting. 
At first her heart rate would drop, often to 40-50 bpm, each 
time she felt faint, but this reaction gradually ceased as ex- 
posure continued. 

In her first session Ms. A watched blood being taken from 
the nurse therapist. She also had a few milliliters of blood 
taken from herself and on trying to stand afterward felt very 
faint. She took home an ampule of her blood to keep visible 
in her bedroom. In her second session, because it was incon- 
venient to simulate many injury situations, Ms. A had guided 
fantasies in which she had to narrate blood-injury situations 
that had evoked fainting in the past. She then saw blood- 
injury films and persisted in seeing them to the point of bore- 
dom. She visited the hematology department of a nearby 
hospital, watched venesections for several hours, and had her 
blood taken. When her son accidentally swallowed rat poi- 
son she went to the emergency room with him and watched 
with minimal anxiety as he had a stomach washout as well as 
several injections. The only time she fainted during exposure 
th2rapy was when she was exposed to films describing var- 
icose vein injections to help her prepare to receive these in- 
jections. She remained conscious, however, when she had her 
veins injected. 

Ms. A was discharged after 15 treatment sessions. During 
an 18-month follow-up, without fainting she dealt with sev- 
eral small injuries to her children, enrolled in a first-aid class, 
bezan a teacher-training course, and went to films and plays 
depicting blood and injury. 


There are many case reports of blood-injury phobia 
improving with exposure treatment, most with several 
months’ follow-up (5, 32, 33, 35, 38, 39, 45, 56-64). 
In one study (3), nine of 12 patients improved with 
exposure therapy and three terminated prematurely. 
There are only two controlled reports of series of pa- 
tients with blood-injury phobia treated by exposure 
(29, 65). Ost et al. (29) had follow-up to 6 months: 
marked improvement had continued, and most of the 
patients became blood donors. 

One single case report concerned treatment of a 
double phobia (39). A 25-year-old man had for 10 
years avoided public places for fear of fainting in re- 
sponse to blood-injury cues. Such fainting had begun 
at age 10. Live exposure to public places reduced his 
fear of going into them but not of blood or injury; fear 
of the latter was relieved only when the patient had 
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had three 1-hour exposure sessions involving a veni- 
puncture and watching blood. 


EVOLUTIONARY CONTEXT 


The human aversion to blood-injury cues echoes the 
alarm shown by many other species when conspecifics 
are hurt. One study (66) found that chimpanzees in a 
laboratory were terrified at the sight of a severed chin- 
panzee head and of an anesthetized chimpanzee, and 
another (67) found that, in the wild, chimpanzees 
grinned with fear and avoided a physically disabled 
chimpanzee. Auditory signals of injury are also potent 
cues for fear. Most humans feel acute discomfort on 
hearing others screaming in agony. Many primates, 
other mammals, and birds have auditory alarm calls 
that frighten conspecifics (1). In many nonprimate spe- 
cies the odor of injured conspecifics evokes an alarm 
reaction (68). Such olfactory alarm substances are 
found in mollusks, insects, tadpoles from the genus 
Bufo, and fish from the orders ostariophysi and go- 
norhynchus, which diverged from a common ancestor 
in the Oligocene epoch (68, 69). Mice and rats dis- 
criminate and avoid air streams from stressed consre- 
cifics (70). 

On contact with their phobic stimulus patients with 
blood-injury phobia, unlike patients with other pho- 
bias, are likely to show a dramatic drop in heart rate 
and a vasovagal faint after an initial rise in heart rate. 
Although a slight slowing of heart rate may be part of 
the orienting reflex, the marked slowing and fainting 
that is typical in patients with blood-injury phobia are 
not such a reflex and cannot be solely attributed to 
novelty. “Emotional fainting” in response to blood- 
injury stimuli may have evolved out of the tonic im- 
mobility reaction seen in so many species, during 
which bradycardia is common (1, 71). Grouse, for ex- 
ample, have an “emotional bradycardia” when they 
freeze on being approached (72). This slowing of the 
heart rate in response to blood-injury cues could be en 
adaptive reflex that evolved in circumstances where 
immobility produced less risk of further injury then 
did flight; predators tend to attack prey that is moving 
and to lose interest when it becomes still (1). 

If the predator relaxes its guard, an animal in tonic 
immobility may escape suddenly because it is hypera- 
lert despite seeming dead. Vigilant escape is not 
marked in blood-injury phobia. Nor do we know an- 
imals’ cardiovascular responses to blood-injury cues. 
How far blood-injury phobia resembles tonic immo- 
bility needs further exploration. 

Emotional faints in humans and playing dead (ton:c 
immobility) in animals may be mediated by a depres- 
sor pathway that has been found in cats and monkeys 
(73). Stimulation of the rostral cingulate gyrus resulzs 
in freely moving cats suddenly freezing, vasodilation of 
skeletal muscle, loss of muscle tone, and fall in blood 
pressure and respiration; it has also caused bradycar- 
dic fainting in monkeys. This depressor area overlaps 
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with a pressor area inferior to it, and from it depressor 
pathways descend to the hypothalamus and medulla. 

The fainting of patients with blood-injury phobia 
echoes that of blood donors, dental patients, and au- 
diences of violent films. Their heart rates may briefly 
rise and then drop persistently (9, 19, 29). Even med- 
ical audiences have had slight bradycardia on viewing 
violent films (74). From 1% (75) to 15% (28) of blood 
donors experience vasovagal faints, often well before 
they have lost any blood. 

Fainting occurs more in subjects who are young, 
have a history of previous fainting, are donating blood 
for the first time, or are under stress (12, 13, 16, 28, 
46, 75-77). Fainting is more likely when subjects are 
anxious about the procedure from the start, have a 
higher pulse rate, and are hypochondriacal and de- 
pressed—although Kaloupek (personal communica- 
tion, 1986) found that mood was normal in one series. 
The fainting may begin as the patient is touched in 
preparation for venipuncture or has a fingertip prick 
for sampling hemoglobin or sees others having the 
same. One patient with dental phobia fainted only 
when her dentist wore a white coat, not when he wore 
other clothes (78). There is no consistent association of 
fainting in blood donors with hot weather, fatigue, 
fasting, or sex of the subject. 

Vasovagal bradycardia occurs despite sympathetic 
activation. The plasma adrenaline of young women 
having dentistry rose while they were bradycardic (17, 
18). Vagal bradycardia with sympathetic activation 
(raised adrenaline, noradrenaline, and free fatty acids 
and a fall in triglycerides) was seen in normal subjects 
watching violent films; a concurrent drop in glucagon 
was attributed to parasympathetic activity (74). Para- 
sympathetic stimulation may be prevented or reversed 
by intravenous atropine (20). Although atropine re- 
duces bradycardia induced by blood-injury cues, the 
blood pressure may still fall (79) due to vasodilation 
causing blood pooling in the skeletal muscles, espe- 
cially the large muscles of the legs, during the first stage 
of the reaction. This is similar to the skeletal muscle 
vasodilation in cats following stimulation of their ros- 
tral cingulate gyrus (73). 

Bradycardia in response to blood-injury cues may 
result in asystole lasting up to 25 seconds (54), during 
which convulsions may occur (46). Twelve percent of 
blood donors who fainted had some type of convulsive 
movement, usually a brief spasm; generalized tonic- 
clonic activity was uncommon (80). Rarely, asystole 
from parasympathetic stimulation may be so pro- 
longed as to lead to sudden death. This might account 
for some documented deaths from voodoo spells and 
other emotional stresses (1, 40, 81, 82). Dropping 
dead from startle or fright can be familial and associ- 
ated with syncope (83), as is the fainting of patients 
with blood-injury phobia. Severe asystole and EEG si- 
lence can even be induced voluntarily (84). Sudden 
parasympathetic death has occurred in wild rodents 
after tonic immobility reactions (85). 
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AN ETIOLOGICAL SPECULATION 


The degree of heart rate slowing in response to 
blood or injury may be normally distributed in the 
general population (just as are height, intelligence, and 
other features under partial polygenetic control). Pre- 
sumably, only people with an extreme bradycardic re- 
sponse readily develop faintness and faint and are thus 
liable to develop a blood-injury phobia. (An unpleas- 
ant vasovagal response short of syncope could be 
enough to induce a phobia, so a history of actual faint- 
ing need not be invariable.) Patients with a blood-in- 
jury phobia should therefore have a strong family his- 
tory, which they do. The bradycardic response is 
probably present from an early age, since blood-injury 
phobias tend to appear in childhood rather than later. 

This hypothesis that patients with blood-injury pho- 
bia are at the extreme end of a normal continuum of 
genetically influenced heart rate slowing in response to 
blood-injury stimuli makes two predictions. First, the 
relatives of patients with blood-injury phobia should 
not only faint frequently but should also have more 
pronounced slowing of heart rate in response to blood- 
injury cues than the rest of the population. Second, if 
the heart rate response to blood-injury cues in very 
young children and their relatives were measured, the 
subjects whose heart rate slowing in response to blood- 
injury cues had been the most extreme in early child- 
hood and whose relatives also had the most pro- 
nounced heart rate slowing in response to blood-injury 
cues would be the most likely to have blood-injury 
phobias at long-term follow-up. 

Patients with blood-injury phobia have a normal rise 
in heart rate in response to stress such as mental arith- 
metic or the Stroop color-word test (31). Their heart 
rate response to phobic stimuli unconnected with tis- 
sue damage needs to be tested, but it is rare to find 
patients with blood-injury phobia who have a second 
unrelated phobia; their blood-injury phobia is gener- 
ally the sole phobia. Conversely, blood-injury phobia 
with fainting is rare among people who present with 
other phobias. In people with fear of blood or injury 
the heart rate slowed in response to blood-injury im- 
agery but rose in response to imagery concerning social 
evaluation (unpublished 1985 paper of D. Kaloupek). 
Patients with blood-injury phobia differ from normal 
subjects in degree, not type, of cardiovascular reaction 
to blood-injury stimuli (31). 

A genetically based strong bradycardic response to 
blood-injury cues may interact with additional social 
and other learning factors. The heroines in Victorian 
novels who swooned with intense emotion and revived 
with smelling salts are not seen in Western writings 
today. The bradycardic threshold at which fainting oc- 
curs may alter with modeling and with individual 
experience, and the bradycardic response itself habit- 
uates after repeated exposure, as noted. When blood- 
injury cues are encountered suddenly the orienting re- 
flex of slight cardiac deceleration could contribute to 
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fainting (D. Kaloupek, personal communication, 
1986). 

Perhaps other phobias also begin due to autonomic 
specificities under combined genetic and environmen- 
tal influences. For example, people whose blood flow 
in the cheeks is labile might blush especially readily 
when anxious and be liable to become phobic about 
blushing, while others with high gastric motility might 
vomit easily after eating when anxious and thus be 
prone to develop a phobia of that. Appropriate phys- 
iological measures could test this hypothesis. 

In addition, just as bradycardia with fainting seems 
linked to blood-injury stimuli, so blushing may be an 
autonomic response specifically tied to social cues, 
thus causing those who blush to become phobic of 
social rather than of other situations. The nonrandom 
distribution of phobic cues in the population may stem 
from the fact that certain cues are prepotent eliciters of 
fear and link quickly (preparedly) with particular fear 
responses; some experimental evidence (1) backs this 
idea of prepotent cues and prepared associations in 
humans. 


CONCLUSIONS 


_  Blood-injury phobia is a distinctive specific phobia 

in which the normal human squeamish reaction to the 
sight of blood is exaggerated, a reaction that may be 
related to certain alarm reactions in other species. Suf- 
ferers have a strong family history of the same phobia 
and most manifest their problem in childhood. On see- 
ing their phobic cues some patients with blood-injury 
phobia experience nausea rather than fear. Patients 
w:th blood-injury phobia often faint in bradycardic 
syncope, whereas patients with other phobias get per- 
sistent tachycardia. Blood-injury phobia can threaten 
life through causing avoidance of medical and surgical 
procedures and can prevent patients from undertaking 
certain careers or raising children. The phobia may 
originate in a genetically transmitted proclivity to ex- 
treme bradycardia in response to blood-injury cues. 
Genetic need not mean immutable. Blood-injury pho- 
bia can be successfully treated by systematic exposure. 
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Clinical and Psychobiological Characteristics 
of Simultaneous Panic Disorder and Major Depression 


Leon Grunhaus, M.D. 


Simultaneous major depression and panic disorder 
appears to be a common occurrence in psychiatric pa- 
tients. Patients with this condition present with more 
severe symptoms than patients with major depression 
only, respond less well to conventional antidepres- 
sants, and in general exhibit greater psychopathology 
over the course of their illness. Evidence suggesting 
a possible “dual diathesis,” depression and panic, 
in these patients is reviewed from epidemiological, 
clinical, and biological perspectives. The importance 
of taking into account the combined symptoms in 
treatment planning and physiopathological studies is 
discussed. 

(Am J Psychiatry 1988; 145:1214-1221) 





S ince the earliest clinical descriptions of depression, 
it has been noted that anxiety often coexists with 
depression. Psychiatric nosologists have coined terms 
such as “mixed-anxiety depression” (1—4) and “atyp- 
ical depression” (5) to describe this phenomenon, sug- 
gesting that some particular features may be associated 
with this syndrome. Despite much research, however, 
findings have been neither consistent nor generalizable. 
The use of nonsystematic diagnostic systems probably 
accounts for many of the discrepancies. In an effort to 
dispel some of the confusion, APA introduced DSM- 
ITI, in which the bases for diagnoses, particularly those 
of anxiety and depressive disorders, are clearly speci- 
fied. Within this context, recent studies suggest that the 
association of major depression and panic disorder, a 
particular form of anxiety characterized by frequent 
and intense panic attacks, is of clinical importance. 
Tais review will focus on evidence supporting the rel- 
evance of combined major depression and panic dis- 
order at the clinical/therapeutic level and the possible 
implications of this joint syndrome for biological re- 
search in psychiatry. 

Over the years there has been intense controversy 
over the question of whether anxiety or depression 





Received April 7, 1987; revision received Oct. 13, 1987; accepted 
Fe>. 9, 1988. From the Department of Psychiatry, University of 
M:chigan. Address reprint requests to Dr. Grunhaus, University of 
M:chigan Inpatient Program, Clinical Studies Unit, 1500 East Med- 
ical Center Drive, D9702, Ann Arbor, MI 48109-0118. 

Copyright © 1988 American Psychiatric Association. 


1214 


should be considered the primary diagnosis when they 
occur together. The discussions have centered on the 
validity of a separate anxiety category. Some authors 
(6-11) have held that anxiety disorders are a subset of 
the affective disorders and not independent clinical 
syndromes. Others (12-15) have focused on the cif- 
ferences between anxiety and depressive disorders, 
concluding from clinical data that symptoms of anxi- 
ety—particularly panic attacks, attacks of dizziness, 
perceptual changes, and phobias—were much more 
frequent in patients with anxiety conditions, whereas 
stable depressed mood, early morning awakening, and 
distinct quality of mood were much more prevalerit in 
patients with depressive disorders. These studies sug- 
gested that anxiety and depressive disorders had dis- 
tinct clinical profiles. 

DSM-III established anxiety and depressive disor- 
ders as separate diagnostic entities, extending the clin- 
ical utility of the former by adding categories of panic 
disorder and agoraphobia with panic attacks (16—20). 
In instances in which symptoms suggestive of both 
anxiety and depression were observed, however, DSM- 
III specified depression as the primary diagnosis, ob- 
scuring the possible scientific and clinical implications 
of the two in combination. DSM-III-R, by allowing 
the simultaneous coding of more than one axis I diag- 
nosis, may promote a more comprehensive assessment 
of combined anxiety and depression syndromes. 


PANIC ATTACKS: A BRIDGE BETWEEN DEPRESSIVE 
AND ANXIETY DISORDERS? 


The occurrence of severe and unexpected episodes of 
anxiety, accompanied by somatic manifestations such 
as fast breathing and accelerated pulse, has been doc- 
umented since the early nineteenth century. The de- 
tailed clinical descriptions of depressed patients by 
Bucknill and Tuke (21) and Lewis (22) emphasize the 
dramatic and sudden nature of these panic attacks. 
Other studies, employing larger samples, have found 
that 15%-30% of patients with major depression 
experience recurrent panic attacks during the index 
episode of illness (12, 14, 22-29). 

What is the significance of this association? During 
the past decade, numerous studies have addressed the 
issue of combined anxiety and depressive pathology 
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from the clinical, familial-epidemiologic, treatment- 
outcome, prognosis, and psychobiological points of 
view. From these studies a consistent finding is emerg- 
ing: The association of panic disorder with major de- 
pression confers particular qualities to the clinical con- 
dition, probably reflecting a dual diathesis (27, 30). If 
so, this duality will need to be taken into account in the 
specification and assessment of psychiatric entities. 


Epidemiological, Familial, and Longitudinal Studies 


The appearance of secondary depression in patients 
with anxiety neurosis has been reported by Clancy et 
al. (31) and Noyes et al. (32). Approximately 45% of 
their patients reported episodes of depression at fol- 
low-up; these episodes were usually short-lived (less 
than 2 months) and of moderare severity. Even though 
the overall prognosis for the patients in these studies 
was good, patients with secondary depression had 
poorer prognoses and, compared with the patients 
who did not develop depression, demonstrated more 
need for hospitalization and psychiatric treatment, 
more symptoms, and poorer social adjustment. Kerr et 
al. (33), in a 4-year follow-up study of patients with 
either depressive or anxious affect, found that the anx- 
ious patients fared worse than the depressed patients 
and more often showed unremitting illness. Anxiety- 
phobic symptoms continued to be prominent in anx- 
ious patients, while depressive features tended to dis- 
appear. The authors concluded that their initial 
differentiation of patients into anxiety and depressive 
groups (12) was still valid at follow-up. They noted 
that patients with longstanding anxiety features “tend 
to acquire prominent depressive features with the pas- 
sage of time”; unfortunately, they failed to report the 
prevalence of secondary depression and whether its 
presence correlated with persistence and severity of 
symptoms. Woodruff et al. (11), on the other hand, 
found less evidence to support a poorer prognosis for 
patients with mixed anxiety-depression; their study, 
however, lacked longitudinal follow-up. 

Recent investigations using the newer classification 
of anxiety disorders seem to associate secondary de- 
pression with panic disorder. Raskin et al. (34) com- 
pared patients with generalized anxiety disorder and 
panic disorder and found that episodes of major de- 
pression were associated significantly more often with 
panic disorder than with generalized anxiety disorder; 
they also reported that the timing of most of these 
episodes of depression was unrelated to periods of 
anxiety. Dealy et al. (35) found that patients with anx- 
iety neurosis who develop secondary depression are 
more likely to exhibit panic disorder. Bowen and Ko- 
hut (36), using rather loose definitions of affective dis- 
orders, found that 90% of their group of patients with 
agoraphobia with panic attacks met the criteria for 
having had a primary depression at some point during 
their lifetime. 

The most comprehensive studies to date on this sub- 
ject are those of Breier et al. (29, 37), who reviewed the 
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lifetime occurrence of major depression in 60 patients 
with agoraphobia or panic disorder. Approximately 
70% of their patients had had an episode of major 
depression during their lifetime; most of these patients 
met the Research Diagnostic Criteria (RDC) for major 
depressive disorder, endogenous subtype. Interest- 
ingly, patients with the dual condition seemed to be 
more severely ill: Their symptoms were more intense, 
as manifested in the higher depression and anxiety rat- 
ings; panic attacks occurred more often; and overall 
impairment due to panic attacks or agoraphobia was 
greater. The authors wondered whether depression in 
the anxiety patients was secondary to the disability 
arid limitations induced by the anxiety symptoms. 
They concluded that depression was independent of 
these features because 1) in approximately one-third of 
the patients, depression preceded the onset of the anx- 
iety diagnosis; 2) an episode of depression was not 
necessarily associated with the worst anxiety period; 
and 3) in half of the patients, the secondary depression 
resolved while anxiety symptoms were still prominent. 

Some family studies of anxiety and depressive con- 
ditions suggest a strong association between depres- 
sion and panic attacks. Munjack and Moss (38) stud- 
ied family histories of patients with phobias, using 
information derived from clinical interviews with the 
patients, and found that approximately 90% of the 
patients with agoraphobia with panic attacks, signifi- 
cantly more than other phobic patients, had family 
histories of affective disorders. Harris et al. (39), 
Crowe et al. (40), and Noyes et al. (41), in related 
studies, failed to find a higher risk of affective disorders 
in patients with either agoraphobia or panic disorder; 
the authors conceded, however, that their selection cri- 
teria may have decreased sensitivity to affective disor- 
ders because the study was intended to ascertain the 
prevalence of anxiety disorders in families of probands 
with panic disorder and agoraphobia. 

The Yale epidemiology group (26, 27, 42) investi- 
gated the interrelationships between anxiety and af- 
fective disorders by comparing the family psychiatric 
histories of probands with major depression. After 
studying a large sample of probands and family 
members, including children and adolescent family 
members, they concluded that the prevalence of psy- 
chopathology (major depression, anxiety disorders, al- 
coholism, and phobias) among relatives of probands 
with simultaneous major depression and panic disor- 
der was higher than in relatives of probands with ma- 
jor depression alone; they further suggested that com- 
bined major depression and panic disorder may be a 
separate entity resulting from a dual diathesis and not 
just an additive process. 

Taken together, these studies suggest that major de- 
pression is frequently and systematically associated 
with panic disorder. The two conditions may occur 
together during the index episode, or they may appear 
at different times, the coincidence becoming evident 
only after appropriate anamnesis. Depression appears 
to be secondary to panic disorder or agoraphobia with 
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panic attacks in approximately 70% of these patients 
(37) and panic diso-der is secondary to major depres- 
sion in the remaining 30% (22—28). Do these groups 
represent two different populations, or is the distinc- 
tion metely a consequence of different methods of rat- 
ing? Unfortunately, to my knowledge no study has at- 
tempted to compare the family histories of patients 
with these contrasting patterns. 


Clinical Observations 


West and Dally (5) and Sargant and Dally (19) in the 
late 1950s and early 1960s described a particular clin- 
ical profile of patients who in general were more re- 
sponsive to monoamine oxidase inhibitor (MAOI) 
drugs than to ECT or to other unspecified forms of 
treatment. These patients show ‘‘a somewhat atypical 
depressive state, sometimes resembling anxiety hyste- 
ria” (5), with significant worsening of symptoms in the 
afternoon and more tremors, phobias, and hysterical 
conversions; self-reproach, morning worsening of symp- 
toms, and early awakening were less prominent. The au- 
thors stated that the depressive symptoms of these pa- 
tients were complicated by a phobic-anxiety condition, 
which in current terminology would probably translate 
to panic attacks with avoidance behavior. 

More recent clinical observations applying modern 
diagnostic criteria have confirmed the frequent associ- 
ation of major depression and panic disorder (23—28). 
Other studies have suggested that the occurrence of 
panic attacks in patients with major depression has 
negative implications for treatment outcome (43-45). 
Such patients also require more psychiatric assistance 
during their lifespan and experience more psychosocial 
problems (31, 35, 37, 43). They generally exhibit more 
severe and more chronic illness and show more intense 
psychological impairment in depressive episodes (37); 
during an episode, they report more symptoms of hy- 
pochondriasis, more somatic and psychic anxiety, and 
more depersonalization-derealization symptoms (43, 
45, 46). 

The impact of anxiety on the treatment outcome of 
patients with depressive conditions has been the sub- 
ject of large and comprehensive investigations (28, 47— 
53). The results of these studies have been inconsistent. 
‘Many of the discrepancies are probably related to dif- 
ferences in diagnostic grouping, dose of medication, 
and baseline severity. With the exception of one re- 
port (53), anxiety was considered to be homogeneous, 
and the presence of panic attacks was not addressed 
separately. 

It was only in the early 1980s that authors specifi- 
cally related the presence of panic attacks to treatment 
outcome for depression (28, 44, 45, 59-63). Davidson 
et al: (44) published a retrospective comparison of out- 
come in 45 patients with primary depression and 20 
with depression secondary to anxiety neurosis; diag- 
noses were based on Feighner’s criteria (which require 
panic attacks for the diagnosis of anxiety neurosis). 
Good response to pharmacotherapy or ECT occurred 
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more frequently in patients with primary depression, 
whereas a better response to MAOIs was noted in the 
patients with a primary diagnosis of secondary depres- 
sion with panic attacks. Davidson et al. (44) found that 
ECT was ineffective, and may even have caused dete- 
rioration, in some patients with panic attacks and sec- 
ondary depression. The meaning of the negative effect 
of ECT on patients with panic attacks is unclear (44), 
but this finding replicates an observation made 20 
years earlier by West and Dally (3). Van Valkenburg et 
al. (43) noted that major depression with anxiety neu- 
rosis (according to Feighner’s criteria), either primary 
or secondary, could be distinguished from either panic 
disorder or major depression alone on the basis of clin- 
ical characteristics and treatment outcome. Their pa- 
tients with depression and panic showed less favorable 
treatment outccme overall and poorer psychosocial 
adjustment at follow-up. Grunhaus et al. (45, 59) com- 
pared the treatment outcome of two groups of pa- 
tients: those with simultaneous major depression and 
panic disorder and those with only major depression. 
These authors employed a naturalistic design, streng-h- 
ened by systematic diagnosis and data collection and 
specific definitions of treatment adequacy and outcome 
measures. They found that patients with simultanecus 
major depression and panic disorder did more poorly 
on several depression outcome measures and that this 
poorer outcome reflected both higher residual anxiety 
and more depressive symptoms. 

The reports of more favorable effects of MAOIs on 
the simultaneous syndrome originally reported by 
West and Dally (5) and later by Davidson et al. (44) 
were strongly confirmed by the controlled studies of 
Liebowitz et al. (61, 62), Robinson et al. (28), and 
Davidson et al. (63). Liebowitz et al. published de- 
tailed results of their ongoing project on outpatients 
with atypical depression and response to treatment 
(placebo versus imipramine versus phenelzine). They 
included in their groups patients who met the RDC for 
diagnoses of major depressive disorder, minor depres- 
sion, and chronic and intermittent depressive disorcer 
and who maintained mood reactivity during episoces 
of illness. To be included in the study, patients also had 
to show at least two of the following features: hyper- 
somnia or increased need for being in bed, sensitivity 
to rejection since childhood, increased appetite or 
weight gain while depressed, and severe fatigue. The 
patients were stratified into three groups: atypical ce- 
pression with panic attacks, atypical depression with 
features of hysteroid dysphoria, and atypical depres- 
sion without panic attacks or hysteroid dysphoria. £f- 
ter studying 120 patients who completed treatment, 
Liebowitz et al. reported that phenelzine produced tae 
best overall response and was significantly more effec- 
tive than placebo; imipramine was better than placebo 
on a number of variables but not overall. Interestingly, 
those responding best to the medications, particularly 
phenelzine, were the patients who also met the con- 
current diagnosis of hysteroid dysphoria or patric 
disorder. 


Am ] Psychiatry 145:10, October 1988 


Similar findings were reported by Robinson et al. 
(28), who presented data on their double-blind com- 
parison of amitriptyline and phenelzine in patients 
with primary depression. Patients with panic attacks 
showed a significantly greater response to phenelzine, 
regardless of whether the coexisting diagnosis was 
melancholia, major depression, or minor depression. 
Response to phenelzine in patients with depression 
without panic attacks did not differ significantly from 
response to amitriptyline. Davidson et al. (63) recently 
reported on a double-blind comparison between imip- 
ramine and phenelzine. The population studied, pa- 
tients with major depression and atypical features (not 
defined by the authors), included a significant propor- 
tion of patients with panic attacks. The response to 
phenelzine was greatest in patients with panic attacks. 
Those patients who had panic attacks and received 
imipramine fared poorest, but the dose of imipramine 
might have been too low in some patients. 

From a review of these studies, it appears that pa- 
tients with panic attacks and depression are less re- 
sponsive to conventional tricyclic antidepressant treat- 
ment and may require MAOIs for improvement. Of all 
the published reports, only the one by Rowan et al. 
(53), which excluded patients with severe depression, 
failed to show superior effects of MAOIs on patients 
with major depression and panic attacks. At this point 
it is premature to suggest that patients with the simul- 
taneous syndrome be treated initially with MAOIs, but 
they should not be considered nonresponsive until a 
trial with MAOIs has been conducted. 


Biological Findings 


The search for physiopathological concomitants of 
anxiety and depressive disorders, with the hope of 
eventually identifying etiological factors, has produced 
an extensive and impressive body of neurobiological 
data. Unfortunately, the results are inconclusive, and 
variability in findings across research groups is strik- 
ing. A possible source of this variability may be the 
confounding impact of panic attacks on depressive 
conditions, When major depression and panic disorder 
coexist, the underlying mechanisms may differ from 
those found in major depression without panic disor- 
der or in panic disorder without major depression, and 
the resulting physiopathological alterations may be 
more than additive (that is, there may be a joint diath- 
esis [26, 27, 30, 31]). Possible foci of research on the 
biology of simultaneous major depression and panic 
disorder include the hypothalamic-pituitary-adrenal 
(HPA) axis, lactate infusions, polysomnographic re- 
cordings, and adrenergic function tests. 

HPA dysregulation. HPA dysregulation in both 
major depression and panic disorder, as revealed by 
the dexamethasone suppression test (DST), has been 
extensively explored. In contrast to studies of major 
depression that tend to show 45%—50% sensitivity, 
with 80%-95% specificity for the nonsuppressive 
DSTs (64-66), the DST in panic disorder has shown 
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consistently low sensitivity, with ranges of 10%~20% 
(67-72). It appears, then, that the DST may be a 
good laboratory correlate of affective physiopathol- 
ogy, since nonsuppression is more common in major 
depression. 

When patients who have simultaneous major de- 
pression and panic disorder are subjected to the DST, 
rates of nonsuppression are similar to those observed 
in patients with major depression alone (23, 73, 74). 
Grunhaus et al. (74) presented data on inpatients with 
simultaneous major depression and panic disorder and 
on those with major depression alone; only patients 
who had had at least three DSTs during hospitalization 
were considered for the study. Rates of nonsuppres- 
sion (nine of 16 patients with the combined conditions 
and eight of 16 with major depression alone), as well 
as absolute and log-transformed postdexamethasone 
plasma cortisol levels, were similar for both groups. 
Comparisons of the DST in panic disorder are problem- 
atic because most such studies have involved outpa- 
tients. A recent report by Grunhaus et al. (75) on hos- 
pitalized patients with panic disorder or agoraphobia 
with panic attacks, however, described DST nonsup- 
pression in four of eight patients. It would be of inter- 
est to determine whether DST nonsuppression in panic 
disorder patients is related to severity of illness (con- 
ducive to hospitalization) or to an underlying affective- 
HPA abnormality. 

Lactate infusions. Infusions of sodium lactate have 
been extensively used in patients with panic attacks in 
order to produce these attacks in the laboratory. Most 
reports agree that the clinical features of lactate-in- 
duced panic attacks are very similar, if not identical, to 
those occurring spontaneously. Since Pitts and Mc- 
Clure’s initial report (76), and since extensive studies 
conducted more recently by Liebowitz et al. (77), it has 
been fairly well established that approximately 70%— 
90% of patients with panic attacks (either panic dis- 
order or agoraphobia) and only about 10% of control 
subjects will have them in response to infusion of so- 
dium lactate. Interestingly, after successful treatment 
(78, 79), the sensitivity to lactate is lost. Although the 
precise mechanism triggered by lactate infusion (80, 
81) has not been identified, the occurrence of lactate- 
induced panic attacks suggests that mechanisms rele- 
vant to panic attacks are affected. 

McGrath et al. (82) explored sensitivity to lactate 
infusion in patients who had histories of panic attacks 
and were currently affected by depression with atypical 
features, as defined by the New York group (61). Ap- 
proximately 50% of these patients suffered a panic 
attack when stimulated with sodium lactate, while 
those with pure depression did not. Cowley et al. (83) 
compared rates of lactate-induced panic attacks in pa- 
tients with panic disorder or agoraphobia and in pa- 
tients with primary major depression and concurrent 
panic attacks. They found that five of the seven de- 
pressed patients had a lactate-induced panic attack, a 
rate similar to that observed in the comparison group. 
Thus, regardless of primary diagnosis, it appears that 
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lactate is capable of inducing panic attacks in a signif- 
icant number of those patients who spontaneously 
have them. Even though McGrath et al. (82) empha- 
sized the atypical depressive features of their patients, 
it appears that sensitivity to lactate may be present in 
any patient with a diagnosis of depression who expe- 
riences spontaneous panic attacks. At any rate, nine 
of 12 of their patients met the criteria for major 
depression. 

Polysomnographic recordings. The occurrence of 
sleep abnormalities in depressed patients has been doc- 
umented since the early descriptions of melancholia 
(22, 84). More recently, similar disturbances have been 
noted in patients with anxiety disorders (85—87). Pa- 
tients with panic disorder often complain of difficulty 
initiating and maintaining sleep (and probably of a 
higher frequency of anxiety dreams), while depressed 
patients are more often afflicted by terminal insomnia 
and poor quality of sleep. Sleep polysomnographic re- 
cordings measuring REM latency, REM density, and 
REM percent clearly differentiate between the two 
groups; patients with major depression show shorter 
REM latency, higher REM density, and more REM 
percent, while panic disorder patients do not differ sig- 
nificantly from normal volunteers with respect to REM 
variables, 

Several recent studies have reported that patients 
with simultaneous major depression and panic disor- 
der may have REM values falling somewhere between 
those of patients with either major depression or panic 
disorder alone (23, 88, 89). Grunhaus et al. (23) re- 
ported that as a group, patients with major depression 
and panic disorder had longer REM latencies and 
h:gher REM densities than patients with major depres- 
sion alone. Sitaram et al. (88) and Dube et al. (46, 89) 
obtained somewhat similar results. They found that 
patients with the combined conditions had shorter 
REM latencies than patients with panic disorder alone; 
their REM latencies were closer to, but still signifi- 
cantly longer than, those reported for patients with 
major depression alone. Akiskal et al. (90) compared 
normal control subjects, patients with primary dysthy- 
mia, and patients with anxious depression (40% of 
tkem with panic disorder); they found lower REM la- 
tencies in patients with primary dysthymia and no dif- 
ferences between normal subjects and patients with 
anxious depression. 

Polysomnography may have a promising future in 
tke study of major depression and panic disorder. A 
wider application of this powerful clinical and research 
tcol, in conjunction with more refined diagnosis for 
anxiety and depressive disorders, may prove very pro- 
ductive. Studies addressing this complex diagnostic is- 
ste need to address potential confounds (e.g., differ- 
ences between inpatients and outpatients, effects of the 
first night). 

Studies of the adrenergic system. Abnormalities in 
the adrenergic system have been associated with both 
anxiety and depressive conditions. The catecholamine 
` deficiency hypothesis for depressive disorders pro- 
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posed more than 20 years ago represented a major 
advance in the field of psychobiology and triggered an 
explosion of research on affective disorders (91, 92). 
More recently, its validity as originally stated (93) has 
been questioned, but its heuristic value remains un- 
changed. Redmond and Huang (94) have proposed 
that in anxiety conditions a hyperadrenergic state— 
predominantly of the alpha, adrenergic receptors— 
may be present and characterized by exaggerated re- 
sponses of the locus ceruleus, a small nucleus in the 
fourth ventricle of the brain. Thus, adrenergic recep- 
tors are presumably affected both in anxiety and de- 
pressive conditions; the adrenergic system is therefore 
an excellent target for studies dealing with combined 
depressive and panic symptoms, 

Unfortunately, few studies have attempted to detzr- 
mine whether the adrenergic changes correlate with 
individual symptoms or clusters of symptoms. Some 
indications that anxiety correlates with higher plasma 
and CSF norepinephrine (95, 96) have been observed. 
Patients with simultaneous major depression and panic 
disorder appear to differ from patients with major de- 
pression in platelet alpha, receptor measurements; 
Grunhaus et al. (unpublished data) found that patients 
with major depression and panic disorder had signifi- 
cantly lower *H-clonidine binding in platelets, which 
suggests that the functional loci of the alpha, receptor 
may be lower in these patients. In a comparison of the 
urinary excretion of 3-methoxy-4-hydroxyphenyl- 
glycol (MHPG) in patients with major depression w-th 
or without panic attacks, Garvey et al. (97) found that 
patients with panic attacks had a significantly higher 
24-hour excretion of urinary MHPG. From these p-e- 
liminary observations, it appears that if studies of ad- 
renergic receptor function in patients with major de- 
pression took into account the presence of panic 
attacks (either past or concurrent attacks), heterogene- 
ity in the findings might be reduced and comparabil:ty 
across studies improved, shedding further light on the 
physiopathology of these disorders. 


CONCLUSIONS 


This review has focused on the implications of 3i- 
multaneous major depression and panic disorder for 
research and treatment. Investigations in the lete 
1950s and early 1960s attempted to describe mixed 
anxiety-depression conditions, suggesting that they 
differ in some ways from depression without anxiety. 
Improvements in the classification of anxiety disor- 
ders, particularly the recognition of panic attacks as an 
independent and relevant clinical-pathophysiological 
phenomenon, have allowed for some of the refine- 
ments discussed in this review. 

From the data presented, it appears that patierts 
with simultaneous panic disorder and major depres- 
sion may be characterized as follows: 

1. Family history of psychiatric conditions. The 
prevalence of psychiatric morbidity in the relatives of 
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probands with the simultaneous syndrome appears to be 
higher than in relatives with a single diagnosis; relatives 
may exhibit a variety of psychiatric conditions, particu- 
larly anxiety, depression, phobias, and alcoholism. 

2. Clinical characteristics. These patients consis- 
tently show features of depression and also hypochon- 
driasis, derealization and depersonalization, attacks of 
dizziness, and phobias. The severity of the clinical 
complaints, both of panic attacks and depressed mood, 
and the magnitude of the disability secondary to the 
symptoms, will probably be greater in the combined 
group. 

3. Response to treatment and prognosis. Some pre- 
liminary studies appear to indicate that patients with 
simultaneous panic disorder and major depression re- 
spond poorly to conventional tricyclic antidepressant 
therapy and may therefore require alternative forms of 
treatment, particularly MAOIs. It is premature to sug- 
gest that MAOIs should be the drugs of choice for 
these patients, but they should certainly be considered 
for patients who respond poorly to tricyclic antide- 
pressants. 

4. Biological heterogeneity. Evidence suggesting 
that the combined conditions may differ biologically 
from either condition alone is still preliminary. The 
HPA axis, with use of the DST as an index, does not 
appear to function differently in patients with com- 
bined panic disorder and major depression. Polysom- 
nography recordings and measures of adrenergic re- 
ceptor function are more supportive of some degree of 
differentiation. 

Future studies specifically addressing the impact of 
panic disorder on major depression will undoubtedly 
shed light on this interesting clinical species. For the 
clinically oriented psychiatrist, the new findings may 
bear on the overall care of the patient; for the psycho- 
biologist, they may help to explain some of the vari- 
ance encountered in research protocols on depression 
and anxiety, as well as enhance our understanding of 
the complexities of brain malfunction. 
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Phenomenology of Major Depression 


From Childhood Through Adulthood: 
Analysis of Three Studies 


Gabrielle A. Carlson, M.D., and Javad H. Kashani, M.D. 





The frequency of depressive symptoms was com- 
pared in four psychiatrically referred populations: pre- 
school (N=9) and prepubertal (N=95S) children, ado- 
lescents (N=92), and adults (N=100). All had been 
systematically interviewed and diagnosed according to 
very similar criteria. Symptoms of depressed mood, 
diminished concentration, insomnia, and suicidal ide- 
ation occurred with similar frequencies across this de- 
velopmental span. Anhedonia, diurnal variation, hope- 
lessness, psychomotor retardation, and delusions 
increased with age; depressed appearance, low self- 
esteem, and somatic complaints decreased with age. 
The authors conclude that age modifies symptom fre- 
quency but does not alter basic phenomenology. 

(Am J Psychiatry 1988; 145:1222-1225) 





he clinical picture of what is currently called ma- 

jor depression (DSM-III) is derived from experi- 
ence with depressed adults. Although there are dif- 
fering views as to the significance or promirience of 
particular symptoms, there is a general consensus that 
the disorder is composed of a range of signs and symp- 
toms in affective, cognitive, psychomotor, and vegeta- 
tive spheres. What has not been clear is which aspects 
of the .clinical picture are fixed, core symptoms and 
which are likely to be modified by variables such as 
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age, sex, culture, and race. Moreover, clinicians and 
researchers interested in a developmental perspective 
have speculated on what impact age and development 
might have on depressive phenomenology (1-3) (table 
1). 
To our knowledge, no one has undertaken a system- 
atic study of depressive symptoms from infancy through 
adulthood, and we felt some light might be shed on the 
validity of theoretical speculations by comparing data 
from studies (albeit separately done) of preschool, pre- 
pubertal, adolescent, and adult populations. 


METHOD 


Three studies were selected for inclusion because 
they systematically examined the age group in question 
with comprehensive interviews and specific criteria. 

In the study of adults, Baker et al. (4) used the Ren- 
ard Psychiatric Interview and the Feighner et al. crite- 
ria (5) (although the latter had not been published as 
such in 1971), both of which were models for the Fe- 
search Diagnostic Criteria (RDC) (6) and the Schedule 
for Affective Disorders and Schizophrenia (SADS) (7). 
They studied 100 psychiatrically hospitalized patients 
with unipolar depression and made diagnoses based ən 
the structured interview of patients and review of past 
psychiatric records, and interview of family members 
when possible. 

We included the study of Ryan et al. (8) because it 
reported on prepubertal children and adolescents who 
met the RDC for major depression, had no major 
physical illnesses, and had IQs over 70. The subjects 
were interviewed with the Present Episode Version of 
the SADS for School-Age Children (Kiddie-SADS-P) 
(9) on two separate occasions, 2 weeks apart, by inde- 
pendent interviewers. With the Kiddie-SADS-P, par- 
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TABLE 1. Speculative Manifestations of Depressive Symptoms Through Childhood? 





Childhood Symptom 








Adult Symptom 0-36 Months 3—5 Years 6-8 Years 9-12 Years 13-18 Years 
Dysphoric mood Sad or expressionless Sad expression, Prolonged unhappiness, Sad expression, Sad expression, 
face, gaze somberness somberness, apathy, apathy, 
aversion, staring, or labile irritability irritability irritability, 
irritability mood, increasing 
irritability complaints 
of depression 
Loss of interest or No social play Decreased Decreased socialization Adult Adult 
pleasure socialization l presentation presentation 
Appetite or Feeding problems Feeding Adult presentation Adult Adult 
weight change problems presentation presentation 
Insomnia or Sleep problems Sleep problems Sleep problems Adult Adult ; 
hypersomnia presentation presentation 
Psychomotor Tantrums, irritability Irritability, Irritability, tantrums Aggressive Aggressive 
agitation . tantrums behavior behavior 
Psychomotor Lethargy Lethargy Lethargy Lethargy Adult 
retardation presentation 
Loss of energy Lethargy Lethargy Lethargy Lethargy Adult 
presentation 
Feelings of Low, Low self-esteem Guilt, low self- Guilt 
worthlessness self-esteem esteem 
Diminished Poor school Poor school Poor school 
concentration performance performance performance 
Recurrent Accident Accident proneness, Adult Adult 
thoughts of proneness morbid outlook presentation presentation 
death or suicide 
Anxiety Separation/attachment School phobia Phobias, separation Phobias, Adult 
problems anxiety separation presentation 
anxiety 
Somatic Present Present Present Present 
complaints : 





*From Weinberg et al. (1), Bemporad and Wilson (2), and Herzog and Rathbun (3). 


ents are interviewed first to elicit the history and symp- 
toms of the child’s disorders, then the child is 
interviewed, and a summary rating is made on the ba- 
sis of information from both. Symptom frequencies are 
reported for the worst period of the index episode. 
To collect a sample of depressed preschool children 
who met unmodified DSM-III criteria for major de- 
pression, it was necessary to interview 1,000 preschool 
children over a 5-year period. These children had been 
referred to the only unit in mid-Missouri that evaluates 
and treats preschool children with serious behavioral 
and developmental disorders. Although there were 
(and still are) no comprehensive structured interviews 
geared for the demands of a complete psychiatric eval- 
uation of preschool children, a semistructured inter- 
view for parents was used that encompassed DSM-III 
criteria. In addition, the child was interviewed sepa- 
rately by a child psychiatrist and a clinical child psy- 
chologist. Further, specific interactions between parent 
and child were recorded by use of an observation room 
with a one-way mirror. Information was obtained 
from the preschool if the child attended one, and the 
diagnosis was based on all information (10, 11). 
Since the preschool youngsters were likely to be se- 
verely impaired, and the adult sample was an inpatient 
sample, it was felt that the sample of children and 
adolescents selected by the higher cutoff of the Kiddie- 
SADS-P would be more directly comparable. A chi- 
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square analysis was performed with the Bonferroni 
correction to reduce the experiment-wise error to the 
0.05 level. This required use of a significance (alpha) 
level of 0.003 for each statistical test. 


RESULTS 


Preschool children (N=9) were between ages 21/2 
and 6 years. The mean ages of the prepubertal (N= 
95), adolescent (N=92), and adult (N=100) groups 
were 9.6, 14.7, atid 45.9 years, respectively. The sex 
distribution followed what has come to be a recog- 
nized pattern. Males were more common in the pre- 
adolescent samples (male:female ratio=6:3 and 59:36 
in the preschool and prepubertal youngsters), whereas 
females predominated in the postpubertal groups 
(ratio=42:50 and 31:69 in the adolescents and adults, 
respectively). 

The clinical phenomenology is reported in table 2. 


DISCUSSION 


There are a number of reasons why it is necessary to 
interpret these results with caution. First, these studies 
were carried out by different investigators, at different 
sites, and on different populations over a 15-year time 
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DEPRESSION FROM CHILDHOOD THROUGH ADULTHOOD 


TABLE 2. Depressive Signs and Symptoms in Four Age Groups With Major Depression 








Prepubertal 
Preschoolers Children Adolescents Adults 
(N=9)* (N=95)° (N=9235 (N=100)° 
S-gn or Symptom Present N % N % N % N % x? p 
Increases with age 
Anhedonia 2 22.2 63 66.3 68 73.9 TT 77 13.5 <0.003 
Worse in morning 0 — 18 18.9 13 14.1 46 46 29.2 0.0000 
Hopelessness 0 19 20.0 43 46.7 56 56 27.8 0.0000 
Psychomotor retardation. 3 33.3 27 28.4 33 35.9 60 60 22.2 0.0C0 
Definite delusions 0 4 4.2 4 4.3 16 16 11.6 0.0€3 
Decreases with age 
Depressed appearance 8 88.9 23 24.2 15 16.3 0 — 24,1 0.0C00 
Self-esteem 6 66.7 60 63.2 53 57.6 38 38 14.4 0.0C2 
Somatic complaints 9 100.0 55 57.9 45 48.9 29 29 27.8 0.0C00 
Any hallucinations 0 _ 28 22.0 13 14.1 9 9 15.2 0.0C05 
Curvilinear relationship with age 
Fatigue 88.9 62 65.3 66 71.7 97 97 33.4 0.0C00 
Agitation 7 77.8 57 60.0 38 41.3 67 67 15.2 0.0C1 
Anorexia 9 100.0 30 31.6 33 35.9 80 80 65.0 0.0C01 
Nonsignificant relationship with age 
Depressed mood 9 100.0 86 90.5 81 83.0 100 100 12.9 0.0C4 
Poor concentration 5 55.6 71 74.7 73 79.3 84 84 5.4 0.140 
Insomnia . 9 100.0 57 60.0 58 63.0 71 71 7.6 0.054 
Suicidal ideation 6 66.7 48 50.5 45 48.9 0 — 5.2 0.156 
Suicide attempts 0 0 24 25.3 31 33.7 15 15 9.1 0.010 





pFrom study by Kashani and Carlson (11). 
>From study by Ryan et al. (8). 
“From study by Baker et al. (4). 


course. Second, with the preschool and adult samples, 
symptoms were counted on a present/absent basis, 
whereas with the prepubertal and adolescent samples, 
symptoms were graded by severity. We felt that the 
severity of impairmen: of the preschoolers and adults 
was more comparable to a moderate level of symptom 
severity on the Kiddie-SADS-P, but there is no way to 
be certain that the severity of symptoms was compa- 
rable across groups. However, the use of a Kiddie- 
SADS-P cutoff designating mild symptom severity 
eliminated the significance only of hopelessness 
(x?=9.3, p=0.009), psychomotor retardation (x7= 
6.3, p=0.09), and agitation (x7=5.2, p=0.15). Third, 
the ‘preschool sample was significantly smaller than the 
others, although this is because major depression was 
sc rare in the 1,000 children studied to procure the 
group. Finally, assessment procedures for DSM-III 
and DSM-III-R diagnoses are not precisely the same 
across the age groups. The cognitive limitations of very 
young children preclude the use of verbally mediated 
stzuctured interviews to make DSM-III diagnoses. 
Similarly, parent interviews are not terribly relevant in 
the adult samples. 

On the positive side, the methodology was quite 
similar in that each study had accepted subjects from 
psychiatrically referred samples and only if they met 
specific criteria. In addition, ascertainment of criteria 
was systematic and done by state-of-the-art assessment 
procedures. The criteria (Feighner et al., RDC, DSM- 
IIT) were, for the mast part, the same. Finally, while 
better methodology is desirable, it seems unlikely that 
any single institution or collaborative study will un- 
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dertake the systematic examination of people frem 
ages 21⁄2 to more than 60 years in the foreseeable 
future. 

Categories of significant findings included those in 
which the symptoms increase in frequency with age, 
those in which they decrease in frequency, those whizh 
have a curvilinear distribution, and those symptoms 
not significantly altered with increasing age. 

Those symptoms which increase with age confirm 
some of what we know about age and depression. An- 
hedonia, diurnal variation, psychomotor retardation, 
and delisions are symptoms of psychotic depression 
that may become more prominent syndromically in 
older adults (12). The presence of delusions is diffi- 
cult to establish in young children; although the kinds 
of delusions seer in depressed adults (i.e., guilt, pov- 
erty, disease) may occur in children, they are signifi- 
cantly less frequent (13). The concept of hopeless- 
ness seems to require some perspective of the future, 
which is more abstract than one sees in children. In 
fact, it was not felt that this symptom could even be 
reliably ascertained in preschool children, On the other 
hand, as Kazdin et al. (14) have reported, children 
experience hopelessness more frequently than hereto- 
fore suspected. 

Depressive symptoms that become less promineat 
with increased age give us some clues about other age- 
related alterations in psychopathology. Depressed av- 
pearance was not reported in Baker et al.’s study bf 
adults (4), and its prominence in early childhood had 
diminished by adolescence. Kashani and Carlson (11) 
have noted the importance of somatic complaints in 
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preschool children. The significance of a higher fre- 
quency of hallucinations in childhood depression is 
less obvious. However, if one defines hallucinations 
stringently, such that the child is certain the hallucina- 
tions are a reality, the difference in frequency disap- 
pears. Hallucinatory phenomena in children are not 
rare and may not have the diagnostic specificity they 
have in adults (13, 15, 16). 

Fatigue, agitation, and poor appetite occurred fre- 
quently in preschoolers and adults and less frequently 
in children and adolescents. It is possible that these 
symptoms have different meanings at different ages. 
Temper tantrums and irritability, rather than pacing 
and hand wringing, are the ways in which one custom- 
arily defines agitation in young children. Although 
these behaviors were clearly more common in de- 
pressed preschool children than in nondepressed psy- 
chiatric contro! subjects (10), such temperamental be- 
havior is not diagnostically specific. Similarly, picky 
eating and unenthusiastic appetites are, as parents of 
preschoolers will testify, quite common. On the other 
hand, adults are not homogeneous developmentally. 
Elderly depressed subjects apparently experience more 
agitation, hypochondriasis, and initial insomnia than 
young adults with depression, suggesting that some 
symptoms may increase again in old age (17). 

Symptoms that did not change with age included 
depressed mood (by definition), diminished ability to 
concentrate (at least as measured by drop in school 
performance), sleep disturbance, and suicidal ideation. 
The fact that the last problem occurred in over half the 
patients regardless of age is interesting. The observa- 
tion that suicide per se is infrequent in children, espe- 
cially compared to the frequency of suicidal ideation 
and attempts, has no ready explanation. Lack of sus- 
tained interest in suicide and lack of ability to plan a 
successful suicide are among some of the possible rea- 
sons for this disparity (18). 

In summary, data comparisons made in this paper, 
although not without limitations, confirm observa- 
tions that have been made anecdotally. Age and devel- 
opment may alter some of the manifestations of de- 
pression and make certain signs and symptoms more 
or less prominent, There is, of course, the tautology 
that all samples were selected with a preconceived no- 
tion of what constitutes major depression. Hence, we 
cannot clarify the question of alternate forms of de- 
pression occurring at different ages, nor can we com- 
ment on whether some other signs or symptoms not 
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regularly asked about have additional significance. 
Nonetheless, while there appear to be several specific 
developmental modifications, at least on the basis of 
this diverse sampling of age groups from different stud- 
ies, the basic symptom picture of serious depressive 
disorder was relatively unchanged regardless of age. 
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Double Depression and Episodic Major Depression: 
Demographic, Clinical, Familial, Personality, and 
Socioenvironmental Characteristics and Short-Term Outcome 


Daniel N. Klein, Ph.D., Ellen B. Taylor, M.A., Kathryn Harding, 
and Susan Dickstein, M.A. 





The authors compared 31 outpatients with double 
depression to 50 outpatients with episodic major de- 
pression. Patients with double depression exhibited 
significantly greater impairment, more severe depres- 
sive symptoms, greater comorbidity, more personality 
disturbance, lower levels of social support, more 
chronic strains, and higher rates of bipolar H and non- 
bipolar affective disorders in first-degree relatives. In 
addition, in a 6-month follow-up, the patients with 
double depression were significantly less likely to re- 
cover, and a higher proportion experienced hypomanic 
episodes than did patients with episodic major depres- 
sion. These data provide strong support for the clinical 
significance of double depression. 

(Am J Psychiatry 1988; 145:1226-1231) 


[: recent years, it has become increasingly recog- 
nized that many patients with major depression also 
suffer from underlying chronic minor depressive disor- 
ders (1—5). Termed “‘double depression” by Keller and 
Shapiro (3, 4), this condition is associated with signif- 
icantly lower recovery rates and higher relapse rates 
than episodic major depression (2—4, 6). Unfortu- 
nately, there are few data examining whether patients 
with episodic and double depression also differ on clin- 
ical, familial, and psychosocial characteristics. In what 
is to our knowledge the only published study specifi- 
cally addressing this issue, few differences were found 
between inpatients with double depression and inpa- 
tients with recurrent episodic major depression on the 
dexamethasone suppression test and a variety of clin- 
ical, familial, and psychosocial variables (7). The pres- 


Received Sept. 28, 1987; revision received April 4, 1988; accepted 
April 28, 1988. From the Department of Psychology, University of 
Illinois at Urbana-Champaign. Address reprint requests to Dr. Klein, 
Department of Psychology, State University of New York at Stony 
Brook, Stony Brook, NY 11794-2500. 

Supported in part by NIMH research grants MH-39782 and MH- 
42641 (Dr. Klein). 

The authors thank Michael Luber, Meredy Goldberg, M.A., Lisa 
McFadden, M.A., Cindy Neff, M.A., David Rubovits, and Stephanie 
Lyons fof their assistance in data collection and processing. 

Copyright © 1988 American Psychiatric Association. 


1226 


ent study was undertaken in order to provide further 
data on this question from an outpatient sample. 


METHOD 


Subjects included 31 patients who met DSM-III zri- 
teria for both major depression and dysthymia (double 
depression) and 50 patients who met DSM-III criteria 
for major depression but not dysthymia (episodic ma- 
jor depression). Patients in a chronic (over 2 years) 
major depressive episode or with a history of manic or 
unequivocal hypomanic episodes were excluded from 
the study. Subjects were drawn from a consecutive se- 
ries of outpatients at a community mental health cen- 
ter and university-based clinic (8, 9). Diagnoses were 
based on an expanded version of the Schedule for Af- 
fective Disorders and Schizophrenia (SADS) (10, 11), 
which was modified to yield DSM-III diagnoses and 
included additional sections, derived from existing in- 
terviews (12, 13), assessing borderline and schizotypal 
personality discrders, anorexia nervosa, and bulimia. 
A section assessing Schneider’s construct of the depres- 
sive personality (14), as operationalized by Akiskal ‘1), 
was also included in the interview. Depressive person- 
ality traits were scored only if they were present cut- 
side of major depressive episodes. Finally, data on psy- 
chopathology in all first-degree relatives over age 17 
were collected by using the Family History Research 
Diagnostic Criteria (FH-RDC) interview guide (15). 
Family members were diagnosed according to the FH- 
RDC, except that we required hospitalization, psycho- 
sis, or severe impairment in functioning for a diagnosis 
of mania, Relatives who met the FH-RDC for mania, 
but not this additional criterion, were diagnosed as 
hypomanic. 

Interviews were administered within the first rew 
treatment sessicns by a research psychologist and sev- 
eral advanced graduate students in clinical psychology 
with extensive training in diagnostic interviewing. As 
detailed elsewhere (16, 17), interrater reliability for 
diagnoses and symptom and personality ratings was 
good to excellent. 

Subjects were also administered a battery of inven- 
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tories assessing symptoms, personality, social support, 
and stress. Self-reported severity of depression was as- 
sessed with the Beck Depression Inventory (18). The 
personality measures included the dependency and 
self-criticism scales of the Depressive Experiences Ques- 
tionnaire (19); the Dysfunctional Attitudes Scale (un- 
published 1978 manuscript of A.N. Weissman and 
A.T. Beck), an index of the depressive cognitive sche- 
mata described by Beck; the Attributional Style 
Questionnaire (20), derived from the reformulated 
learned helplessness model of depression; the achieve- 
ment, control, and abbreviated stress-reactivity (or neu- 
roticism) scales of the Multidimensional Personality 
Questionnaire (21); and the extraversion scale and an 
abbreviated version of the lie scale (a measure of social 
desirability response bias) of the Eysenck Personality 
Questionnaire (22). Social support was assessed with 
the Interpersonal Support Evaluation List (23); the 
self-esteem subscale was not included, however, due to 
its confounding with depressive symptoms. Finally, 
stress was assessed with the life events scale of the 
Psychiatric Epidemiology Research Interview (PERI) 
(24), covering stressful life events in the 6 months be- 
fore the study; the abbreviated Perceived Stress Scale 
(25), a measure of global perceived stress; and a self- 
report measure of chronic strains (17) based on the 
work of Brown and Harris (26). 

Follow-up assessments were conducted 6 months af- 
ter the patients’ entry into the study. Follow-up data 
were obtained for 77% (N=24) of the patients with 
double depression and 70% (N=35) of the patients 
with episodic depression. Patients who were and were 
not successfully followed up were similar on all major 
demographic and clinical variables. The follow-up was 
naturalistic in that treatment was not controlled. How- 
ever, all treatment received during the follow-up pe- 
riod was recorded. The follow-up assessment included 
a semistructured interview based on the Longitudinal 
Interval Follow-Up Evaluation (27). Five outcome 
measures were derived from the interview, including 
mean depression, global social adjustment, and Global 
Assessment Scale (GAS) (10) ratings across the fol- 
low-up period; whether the patient had experienced a 
definite or probable hypomanic episode, as defined by 
the Research Diagnostic Criteria (RDC) (28), since the 
initial assessment; and whether the patient had recov- 
ered from all depressive conditions (major and minor) 
during follow-up. Recovery was defined as a minimum 
of 8 consecutive weeks with no more than one or two 
mild depressive symptoms (27). Finally, patients also 
received a battery of inventories, including the Beck 
Depression Inventory (18), the Carroll Rating Scale for 
Depression (29), and the Social Adjustment Scale (30). 

The Weinberg abridged method (cited in reference 
31) was used to calculate bezugsiffers for the morbid 
risks in relatives. The risk periods employed were 18— 
59 years for the affective disorders and 18-39 years for 
schizophrenia, alcoholism, and drug abuse. Antisocial 
personality disorder, by definition, is manifested by 
age 18; hence, age corrections were not employed for 
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this condition. Typically, differences in morbid risk are 
calculated by pooling all relatives from all families in 
each group and computing a modified ch -square sta- 
tistic (32). However, this approach violates the as- 
sumption of independence of observations and can bi- 
as results (33). This problem is compounced in family 
history, as opposed to family interview studies, in 
which information on all relatives comes from a single 
informant. Moreover, in family history studies, the tra- 
ditional procedure substantially inflates tre degrees of 
freedom, since the number of subjects in the analysis is 
really the number of probands, rather thar the number 
of relatives. In order to address these prcblems, mor- 
bid risks were calculated separately within the family 
of each proband, and the family, rather than the rela- 
tive, was used as the unit of analysis. 

Patients with episodic and double dep-ession were 
compared on continuous variables with t tests and on 
categorical variables with chi-square tests. All tests 
were two-tailed. Due to missing data, the number of 
subjects varied somewhat for particular analyses. Be- 
cause a large number of statistical tests were con- 
ducted, it is likely that several significart differences 
were due to chance. In interpreting these data, there- 
fore, we will focus on the general patte-n of results 
rather than emphasizing any particular finding. 


RESULTS 
Characteristics of the Two Groups 


Sociodemographic. The mean+SD age and educa- 
tion of the patients with double depressior were 28.3+ 
6.6 and 13.6+2.0 years, respectively. Seventy-seven 
percent (N=24) were women and 90% (N=28) were 
Caucasian. Their mean+SD socioeconomic status on 
Hollingshead’s four-factor index was 30.5+10.1. The 
mean=+SD age and education of the patients with ep- 
isodic major depression were 28.8+6.5 and 14.3+2.3 
years, respectively. Seventy-two percent (N=36) were 
women and 96% (N=48) were Caucasian. Their 
mean+SD score on the Hollingshead scak was 35.2+ 
13.3. The two groups did not differ significantly on 
any of the demographic variables. 

Clinical. The data on clinical characteristics appear 
in table 1. The patients with double depr2ssion exhib- 
ited a significantly lower level of functioning on the 
GAS and higher levels of depressive symp-oms accord- 
ing to both the interview and the Beck Depression In- 
ventory, and a significantly higher prcportion met 
DSM-III criteria for melancholia compared to the pa- 
tients with episodic major depression. Th2 duration of 
the current major depressive episode (dated from the 
point when the full criteria were met) was significantly 
shorter for the patients with double depression than 
for the patients with episodic depressioa, suggesting 
that the severity of the depressions in the -ormer group 
increased more rapidly, or that they sought treatment 
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COUBLE DEPRESSION AND EPISODIC MAJOR DEPRESSION 


TABLE 1. Clinical Characteristics of Patients With Double Depression or Episodic Major Depression 





Patients With Double Depression 


Patients With Episodic Depression 














(N=31) (N=50) 

Variable Mean SD N % Mean SB N % Statistical Test 
Global Assessment 

Scale score 39.9 7.4 52.5 8.6 t=6.67,df=79" 
Severity of 

Depression score 41.6 5.1 38.5 4.9 t=2.73,df=79" 
Beck Depression 

Inventory score 29.6 8.4 19.6 8.6 t=4,11,df=49* 
Duration of major 

depressive episode 

(weeks) 14.2 11.1 20.3 17.2 t=1.96,df=79° 
Melancholia 13 41.9 9 18.0 x? =5.54,df=1° 
Recurrent major 

depression 27 87.1 35 70.0 y7=3,12,df=14 
Primary major 

depression? 21 67.7 35 70.0 n.s. 
Age at onset of major 

depression (years) 20.0 7.7 22.7 5.9 t=1.76,df=77% 
Anxiety disorders 22 71.0 25 50.0 x2=3.45,df=19 
Eating disorders‘ 7 22.6 3 6.0 x7=4.86,df=1° 
Severe personality 

disorder® 15 48.4 11 22.0 x2=6.11,df=1° 
Substance 

abuse/dependence! 14 45.2 14 28.0 n.s. 
History of suicide 

attempts 15 48.4 12 24.0 x?=5.12,df=1° 
Adolescent social 

adjustment 2.8 1.0 21 0.9 t=3.27,df=78° 
ap<0.001. 
Þp<0.01. 
“p<0.05. 
dp<0.10. 


“Diagnosis based on RDC (28). All other diagnoses based on DSM-III. 


Lifetime diagnoses with hierarchical exclusion rules suspended. 
®Borderline, antisocial, and schizotypal personality disorders. 


more quickly, than the patients with episodic depres- 
sion. In addition, a significantly greater proportion of 
patients with double depression than with episodic 
major depression met the criteria for lifetime DSM-III 
diagnoses of eating and severe (borderline, antisocial, 
or schizotypal) personality disorders. Furthermore, a 
significantly greater proportion of patients with double 
depression had a history of suicide attempts, and pa- 
tients with double depression reported a significantly 
pcorer adolescent social adjustment, as assessed by the 
SADS (10). Finally, there were trends (p<0.10) for the 
patients with double depression to have an earlier on- 
set of major depression and higher rates of recurrent 
major depression and lifetime, nonhierarchical anxiety 
disorders (in most cases, the anxiety syndrome coin- 
cided with a major depressive episode). Despite the 
higher rates of comorbidity in the patients with double 
depression, the two groups did not differ in the pro- 
portion of patients meeting the RDC (28) for primary 
major depressive disorder. The groups were also sim- 
ilar with respect to lifetime rates of drug and alcohol 
abuse and dependence and the proportion of patients 
receiving thymoleptic medication at entry into the 
study. 

Personality. The data on personality variables are 
presented in table 2. The patients with double de- 
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pression exhibited significantly higher levels of Schnei- 
derian depressive personality traits, self-criticism, dys- 
functional attitudes, and stress-reactivity and a signifi- 
cantly lower level of extraversion than the patients 
with episodic major depression. In addition, there was 
a trend for the patients with double depression to re- 
port more depressive attributions than the patients 
with episodic depression. The groups did not differ on 
dependency, achievement, control, or social desir- 
ability. 

Socioenvironmental. The patients with double de- 
pression reported significantly lower levels of social 
support (mean+SD score=15.3+8.1) than the pa- 
tients with episodic major depression (22.1+7.6) (t= 
3.66, df=73, p<9.001). The mean+SD scores on the 
PERI life events scale did not differ significantly be- 
tween the patients with double depression (19.3+ 
13.2) and episodic major depression (22.3+13.8). 
However, the patients with double depression reported 
a significantly higher level of chronic strains (mean+ 
SD score=37.7+7.2) than the patients with episodic 
major depression (32.9+7.7) (t=2.64, df=73, p= 
0.01). Finally, the patients with double depression re- 
ported a significantly higher level of perceived stress 
(mean+SD score=15.6+2.9) than the patients with 
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TABLE 2. Personality Traits of Patients With Double Depression or 
Episodic Major Depression 





Patients With Patients With 








Double Episodic 
Depression Depression 
(N=31) (N=50) 

Variable Mean SD Mean sD 
Schneider’s Depressive 

Personality Traits 5.25 1.41 4.02" 1.88 
Depressive Experiences 

Questionnaire score 

Dependency 0.19 0.87 0.09 0.79 

Criticism 135 0.82 0.68" 0.77 
Dysfunctional Attitudes 

Scale score | 160.34 38.55 134.125 29.44 
Attributional Style 

Questionnaire score 86.87 19.76 79.354 11.73 
Multidimensional Personality 

Questionnaire score 

Achievement 11.11 6.12 12.68 4.09 

Control 12.73 6.87 13.77 5.68 

Stress reactivity 12.26 2.72 10.29 3.41 
Eysenck Personality Question- 

naire 

Extraversion 8.59 5.75 11.90 5.11 

Lie 3.89 1.97 4.06 2.22 





p= =3.14, df=79, p=0.002. 

be=3.51, df=73, p=0.001. 

= 3.29, df=72, p=0.002. 

4Composite score for bad outcomes: t=1.77, df=35, p<0.10 (due 
to unequal variances, a separate, rather than pooled, variance es- 
timate was employed). 

t=2.53, df=71, p=0.01. 

ft=2.58, df=73, p=0.01. 


TABLE 3. Morbid Risk for Psychiatric Disorders in First-Degree 
Relatives of Patients With Double Depression or Episodic Major 
Depression 





Patients With Patients With 


Double Episodic 
Depzession Depression 
(N=31} (N=50) 
Variable Mean SD Mean SD 
Bipolar I disorder 0.02 0.09 0.03 0.13 
Bipolar II disorder 0.06 0.15 0.01 0.05 
Nonbipolar depressive 
disorder 0.41 0.27 0.25 0.26 
Hospitalized for affective 
disorder 0.14 0.20 0.05° 0.15 
Schizophrenia 0.01 0.05 0.01 0.05 
Antisocial personality 0.06 0.13 0.03 0.09 
Alcoholism 0.26 0.29 0.23 0.25 
Drug use disorder 0.05 0.13 0.04 0.12 
*t=2,02, df=34, p=0.05 (due to unequal variances, a separate, 


rather than deol variance estimate was employed). 
be=2.63, df=79, p=0.01. 
°t=2.22, df=78, p=0.03. 


episodic major depression (12.7+3.1) (t=4.02, df=73, 
p<0.001). 

Family bistory. The morbid risks for psychopathol- 
ogy in adult first-degree relatives are presented in table 
3. The sex and age distributions of relatives were sim- 
ilar in both groups. The relatives of patients with dou- 
ble depression had significantly higher rates of bipolar 
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TABLE 4. Six-Month Course and Outcome of Patients With Dou- 
ble Depression or Episodic Major Depression 











Patients With Patients With 
Double Episodic 
Depression Depression 
(N=24) (N=35) 
Variable Mean SD Mean SD 
Depression score 4.1 1.3 3.4% 1.5 
Social adjustment score 3.4 0.8 2.8° 0.7 
Global Assessment Scale 
score 57.2 8.9 64,8° 9.9 
Beck Depression Inventory 
score 20.3 122 1107 84 
Carroll Rating Scale for 
Depression score 15.3 10.7 11.7 8.3 


Social Adjustinent Scale score 2.4 0.5 2.1° 0.4 


*t=2.08, df=57, p<0.05. 
r=3.25, df=57, p=0.002. 
“=3.00, df=57, p=0.004. 
43.11, df=46, p<0.003. 
t=2.65, df=51, p=0.01. 





II and nonbipolar depressive disorders than the rela- 
tives of patients with episodic depression. In addition, 
the rate of affective disorders severe enough to have 
required hospitalization was significantly higher in the 
relatives of patients with double depression. Finally, a 
significantly greater proportion of patients with double 
than with episodic depression had two parents with 
affective disorders (16% [N=5] versus 2% [N=1]; 
x’=5.67, df=1, p<0.02). The groups did not differ on 
rates of bipolar I disorder, schizophrenia, antisocial 
personality, alcoholism, or drug use disorder in rela- 
tives. In addition, the two groups exhibited similar 
rates of early developmental object loss (defined as pa- 
rental death, divorce, separation, or removal from the 
home before the subject was age 15: 48% (N=15) for 
the patients with double depression and 36% (N=18) 
for those with episodic depression). 


6-Month Follow-Up 


The follow-up data appear in table 4. The two 
groups did not differ significantly with respect to the 
types or quantity of treatment received during the fol- 
low-up period. A significantly greater proportion of 
patients with double depression than episodic major 
depression failed to recover during the follow- -up 
(75.0% [N=18] versus 32.4% [N=11]; x7=10.24, 
df=1, p<0. 001). In addition, a eh icendy greater 
proportion of patients with double than episodic de- 
pression developed RDC definite or probable hypo- 
manic episodes during the follow- -up period (29.2% 
[N=7] versus 8.6% [N=3]; x*=4.29, df=1, p<0.04). 
Finally, patients with double depression exhibited sig- 
nificantly higher mean levels of depression and poorer 
social and global functioning across the follow-up pe- 
riod and reported significantly greater depression and 
poorer social functioning on the Beck Depression In- 
ventory and the Social Adjustment Scale. 
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DOUBLE DEPRESSION AND EPISODIC MAJOR DEPRESSION 


DISCUSSION 


In the present study, patients with double depres- 
sion were significantly more disturbed and exhibited 
greater deficits in all areas than-patients with episodic 
major depression. The patients with double depression 
were rated as significantly more impaired on the GAS, 
more severely depressed according to both interview 
and self-report measures, and as having a higher rate 
of melancholia than the patients with episodic depres- 
sion. They were also significantly more likely to have a 
history of attempted suicide and exhibited greater 
comorbidity, particularly with respect to eating and 
severe personality disorders. The patients with double 
depression also reported higher levels of depressive 
personality traits, differing significantly from the pa- 
tients with episodic depression on Schneiderian de- 
pressive traits, self-criticism, dysfunctional attitudes, 
stress-reactivity, and extraversion. With respect to so- 
cioenvironmenital variables, patients with double de- 
pression exhibited significantly lower levels of social 
support and higher levels of chronic strains and global 
perceived stress than patients with episodic depression. 
The differences in social and interpersonal functioning 
appeared to be longstanding, as the groups also dif- 
fered significantly on reports of adolescent social ad- 
justment. There were also a number of differences in 
the realm of family history, with significantly higher 
rates of bipolar II and nonbipolar affective disorders in 
the relatives of patients with double depression than in 
the relatives of patients with episodic major depres- 
sion. In addition, patients with double depression had 
a significantly higher rate of relatives with affective 
conditions severe enough to have required hospitaliza- 
tion, and a significantly greater proportion came from 
homes in which both parents suffered from mood dis- 
orders. Finally, patients with double depression exhib- 
ited significantly poorer outcomes over the course of a 
6-month follow-up than did patients with episodic de- 
pression, with a lower recovery rate, higher levels of 
depressive symptoms, poorer social and global func- 
tioning, and a greater likelihood of experiencing a 
probable or definite hypomanic episode. 

The range and extent of these differences are striking 
and provide further evidence for the importance of 
distinguishing double depression from major, depres- 
sion with an episodic course. However, additional 
work is needed to determine which of these variables 
may account for the poor outcomes of patients with 
double depression and which are simply a consequence 
of their greater chronicity. 

The present findings also highlight the probable het- 
erogeneity of double depression (1). It is likely that a 
subgroup of patients with double depression has a par- 
ticularly severe form of affective disorder with a strong 
familial component and that a subset of these patients 
may be linked to bipolar illness. Other patients, how- 
ever, may suffer from primary characterological dis- 
turbances complicated by chronic dysphoria and ma- 
jor depressive episodes. Finally, in many cases, double 
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depression may reflect independent pathological affec- 
tive and characterological processes. Attempts to ex- 
plore the heterogeneity of the present sample are pre- 
sented elsewhere (9, 17) and will be extended in future 
reports. 

The present results are inconsistent with those of the 
Butler Hospital group (7), who found few differences 
between patients with double and episodic depressicn. 
One major difference between the studies is that Miler 
et al. (7) employed inpatients, while we used outpa- 
tients. A second difference is that, while the patients 
with double depression in both studies exhibited com- 
parable levels of depressive symptoms, the episodic pa- 
tients in the present study reported lower levels of ce- 
pression than those of Miller et al. (e.g., the mean Beck 
Depression Inventory scores of the patients with epi- 
sodic depression in the two studies differed by over 9 
points). The reasons for this difference are unclear, 
although they may reflect clinicians’ greater reluctance 
to hospitalize patients perceived as having charactero- 
logical conditions. To determine whether the differ- 
ences between the patients with double and episocic 
depression in the present study could be due to the 
former group’s higher level of depressive symptoms, 
we reanalyzed all the significant findings, statistically 
controlling for depression severity. With only a few 
minor exceptions, the differences remained significant, 
indicating that differences in level of depression cannot 
account for the present findings. Nonetheless, the dis- 
crepancy between the present results and those of Mil- 
ler et al. (7) suggests that further work comparing pa- 
tients with episodic and double depression in differeat 
treatment settings is warranted. 

The present findings are consistent with other receat 
studies, however. For example, we have recently found 
(34) that chronic depression in the adolescent offspring 
of parents with primary, nonbipolar depression is as- 
sociated with having multiple relatives with affective 
disorders. In addition, Akiskal (1) has reported higher 
rates of personality disorders and familial affective il- 
nesses in subgroups of chronically depressed outpa- 
tients. Furthermore, it was recently reported (35) that 
patients with major depression and personality disor- 
ders have a higher rate of RDC intermittent depressicn 
than patients with major depression without personal- 
ity disorders. Finally, as noted earlier, at least three 
groups of investigators (2—4, 6) have reported lower 
recovery rates in patients with double as compared to 
episodic depression. 

In the evaluation of this study, several methodolog- 
ical issues warrant consideration. First, diagnoses and 
data on clinical characteristics and family history were 
derived from the same interview, raising the possibility 
of rater bias. It is unlikely that this can account for the 
present results, however, since we did not have specific 
expectations about the findings before the data analv- 
ses. In addition, many of the results were confirmed Ly 
self-report measures, which are not as subject to ex- 
perimenter bias. Second, it is possible that some of tke 
differences between patients with episodic and double 
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depression could be due to a “complaining” response 
style on the part of the latter patients. However, the 
groups did not differ on social desirability, and the use 
of in-depth clinical interviews and follow-up assess- 
ments should minimize this source of bias. Finally, 
since depressive symptoms can influence self-report as- 
sessments of personality (36), some of the differences 
on the personality measures may be due to the greater 
severity of depressive symptoms among the patients 
with double depression. However, these findings were 
confirmed by an interview asessment of depressive per- 
sonality traits that was explicitly limited to periods 
outside of major depressive episodes. Moreover, this 
measure does not appear to be influenced by the de- 
pressive state, as patients’ scores do not change signif- 
icantly after recovery from a major depressive episode 
(17). 

In conclusion, the present study indicates that, at 
least in outpatient settings, patients with double de- 
pression differ from patients with episodic major de- 
pression with respect to numerous clinical, familial, 
personality, and socioenvironmental characteristics. 
These differences support the clinical significance of 
double depression and may provide clues for under- 
standing the particularly pernicious course associated 
with this condition. l 
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DSM-HI-R Criteria for Posttraumatic Stress Disorder 


Elizabeth A. Brett, Ph.D., Robert L. Spitzer, M.D., and Janet B.W. Williams, D.S.W. 





The authors describe the changes in DSM-III criteria 
for posttraumatic stress disorder (PTSD) that have 
been included in DSM-III-R. DSM-III-R includes spec- 
ification of generic characteristics of traumatic stres- 
sors, clearer organization of symptoms around three 
dimensions of stress response (reexperiencing, avoid- 
ance and numbing, and physiological drousal), inclu- 
sion of symptoms specific to children, and specification 
of onset and duration of the disorder. The importance 
of these changes in the evolution of the diagnosis of 
PTSD is discussed. 

(Am J Psychiatry 1988; 145:1232-1236) 





his paper describes the changes in the diagnostic 
criteria and accompanying text proposed by the 
APA Subcommittee on Posttraumatic Stress Disorder 
to the Work Group to Revise DSM-III and incorpo- 
rated into DSM-III-R. Posttraumatic stress disorder 
(PTSD) is commonly seen in general psychiatric prac- 
tice and can result from exposure to such diverse ex- 
periences as rape, kidnap, automotive and industrial 
accidents, crime, civil disaster, and various war-related 
events, such as combat, concentration camp, or pris- 
oner of war experiences. A thorough understanding of 
the diagnosis is important, not only for clinical pur- 
poses but also because the diagnosis is increasingly 
associated with forensic and social policy issues (1, 2); 
for example, PTSD has been used as a criminal de- 
fense. Additionally, a wide range of compensation is- 
sues arise for individuals with PTSD—from claims 
based on exposure to war, including veterans benefits 
and wartime reparations, to tort claims for civilian 
disasters and rape. The new criteria are meant to fa- 
cilitate the diagnosing of PTSD because they better 
reflect the disorder’s distinctive clinical features. 
Reactions to catastrophic trauma were first desig- 
nated as- posttraumatic stress disorder in 1980 in 
DSM-III. The previous diagnostic formulations of this 
disorder include gross stress reaction in DSM (1952) 
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and transient situational disturbance in DSM-III 
(1968). All of these diagnoses are similar in that tae 
syndrome they describe is a response to overwhelming 
environmental stress. These diagnoses differ as fol- 
lows; DSM-III specifies the symptoms that comprise 
the disorder; DSM-III includes chronic reactions to 
stress, whereas DSM and DSM-II accept only acute 
stress reactions; and DSM-III allows the presence of 
premorbid and concurrent pathology, whereas DSM 
and DSM-II restrict their diagnoses to individuals 
without prior or simultaneous disorders. Thus, the di- 
agnosis has evolved from an acute reaction in an inci- 
vidual with good premorbid adjustment to a specifiable 
syndrome occurring as an acute or chronic response wizh 
or without preexisting or concurrent pathology. 

With respect to the nature of the stress reaction, 
DSM-III presents the symptoms of PTSD in three 
symptom categories: reexperiencing of the trauma, 
numbing of responsiveness to the external world, ard 
a collection of miscellaneous symptoms. These criter:a 
were based on a history of clinical theories and re- 
search on response to trauma. Freud (3) first postu- 
lated two broad responses to trauma: 1) attempts to 
remember or repeat the trauma, and 2) attempts to 
avoid or defend against memories and repetitions. 
Other investigators have replicated and extended these 
observations. Several reviews (4, 5) have demonstrated 
the continuing centrality of these two dimensions in 
theories of traumatic neurosis or PTSD. The expanded 
view of these two dimensions includes 1) repetitions of 
trauma-related images, affects, somatic states, and ac- 
tions and 2) attempts to dispel or minimize traumatic 
repetitions through avoidance, amnesia, and numbing. 
Descriptions of these dimensions include dynamic (4, 
6), cognitive (5), and biological mechanisms (7, 8). The 
DSM-III reexperiencing and numbing categories re- 
flect the central importance of these dimensions in the 
literature on PTSD. 

Although the subcommittee found the DSM-III cri- 
teria for PTSD fundamentally sound, a number cf 
changes were made in the criteria. We examine the 
importance of these changes in light of the gradual 
evolution of the diagnosis. 


GENERIC CHARACTERISTICS OF STRESSORS 


Since DSM, the diagnostic formulations of reactions 
to stress have been concerned with etiology. In fact, 
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etiology was the primary defining feature of the dis- 
order in DSM and DSM-II as neither included a de- 
scription of its symptoms. As a general policy, DSM- 
III sought to eliminate theoretical and etiological 
explanations, substituting a descriptive approach; 
however, it was recognized that certain disorders had 
a known etiology that was included in the definition 
of the disorder. PTSD is such a disorder. As Green 
et al. (9) have pointed out, the focus on etiology with 
respect to PTSD made it an unusual exception in 
DSM-III. 

Both DSM and DSM-II define the forerunners of 
PTSD as a reaction to extreme and unusual stress. In 
DSM, the stressor is described as “severe physical de- 
mands or extreme emotional stress such as in combat 
or in civilian catastrophe (fire, earthquake, explosion, 
etc.).”” DSM requires that the stress be designated as 
combat or civilian catastrophe. In DSM-II, transient 
situational disturbance is “an acute reaction to over- 
whelming environmental stress.” Further characteriza- 
tion of the stressor is found in the examples given for 
the disturbances in various life stages, which for adults 
include unwanted pregnancy, combat, and receiving a 
death sentence. 

In DSM-III, a shift occurs from a description of 
characteristics of the environmental event to its impact 
on the individual. The diagnostic criteria define the 
stressor as an event “that would evoke significant 
symptoms of distress in almost anyone.” The text goes 
on to describe the stressor similarly to DSM and DSM- 
H by adding that the stressor is outside the range of 
usual human experience and providing examples from 
natural and man-made disasters. 

DSM-III-R includes the previous emphases on the 
rare occurrence of the stressor and its nearly universal 
ability to evoke symptoms. However, it adds a list of 
generic characteristics of traumatic stressors. This ad- 
dition represents an important advance in conceptual- 
ization over the previous versions of the disorder and is 
an attempt to specify the general factors across partic- 
ular stressors that are responsible for the ensuing stress 
reaction. The list includes serious threat or actual in- 
jury to oneself or loved ones, sudden destruction of 
one’s home or community, and witnessing mutilation 
or violent death. Thus, DSM-IH-R emphasizes that 
PTSD occurs in response to events of a particular and 
increasingly specifiable type. As Green et al. (9) point 
out, a growing body of research (10—14) is devoted to 
investigating which qualities of a stressor are associ- 
ated with symptoms. 

An important addition to the DSM-III definition of 
a stressor is that in DSM-UI-R it includes serious 
threat or harm to one’s children, spouse, or other close 
relatives and friends (e.g., hearing that a loved one 
has been kidnaped or actually witnessing the torture 
of a close relative or friend), a change made on the 
basis of national and international research on 
victims (15). 
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REORGANIZATION OF REEXPERIENCING, 
NUMBING, AND MISCELLANEOUS SYMPTOM 
CATEGORIES 


DSM-III presents the symptoms of PTSD in three 
symptom categories: reexperiencing of the trauma, 
numbing of responsiveness to the external world, and 
a collection of miscellaneous symptoms. There are 
three criticisms of these criteria. 

1. Scrutiny of the miscellaneous category reveals 
that one of the symptoms, “intensification of symp- 
toms by exposure to events that symbolize or resemble 
the traumatic event” (item D6), is actually an aspect of 
reexperiencing. DSM-III-R added a new symptom, 
“intense psychological distress at exposure to events 
that symbolize or resemble an aspect of the traumatic 
event,” to the reexperiencing symptoms, which em- 
phasizes the affective component of reexperiencing. 

There was controversy over whether to include the 
survivor guilt item from DSM-III, “guilt about surviv- 
ing when others have not, or about behavior required 
for survival,” as an aspect of reexperiencing, but it was 
finally eliminated because it was not clear that survivor 
guilt is present in all cases of PTSD. It was agreed that 
survivor guilt is a prominent symptom of certain kinds 
of PTSD, and it was listed as an associated feature of 
the disorder. The diagnostic criteria are intended to be 
parsimonious, and the subcommittee believed that the 
removal of the guilt item from the criteria would not 
result in false negative diagnoses. 

2. The DSM-III numbing category contains only a 
portion of the symptoms generally thought to make up 
the second dimension of PTSD. One of the main dis- 
continuities between DSM-III and previous empirical 
work is the difference between Horowitz’s concept of 
avoidance, referring to largely conscious attempts to 
dispel thoughts and feelings associated with the 
trauma, and the DSM-III concept of numbing, which 
is a more severe and general disengagement from life. 
In numerous investigations, Horowitz et al. (16, 17) 
have demonstrated that avoidance differentiates 
stressed from normal individuals, is more characteris- 
tic of stressed individuals seeking treatment than of 
stressed individuals who do not seek treatment, and 
can be used as an indicator of change in the treatment 
of stressed patients. DSM-III contains one avoidance 
symptom, but it is buried in the miscellaneous cate- 
gory. The relationship between the avoidance and re- 
experiencing symptoms makes PTSD unusual in DSM- 
HI in that a dynamic relationship is posited. The 
avoidance symptoms are attempts to dispel or defend 
against reexperiencing the trauma. 

In addition to the avoidance symptom, a nonspecific 
memory impairment item was also included in the 
DSM-III miscellaneous category. Although nonspecific 
memory impairments occasionally occur in PTSD, the 
classic memory disturbances are for trauma-related 
material. 

DSM-III-R expanded the numbing category to in- 
clude avoidance, amnesia, and numbing symptoms. 
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The DSM-III avoidance item which referred to activ- 
ities that arouse recollections of the traumatic event 
was expanded in DSM-III-R to include two avoidance 
items. One involves “deliberate efforts to avoid 
thoughts or feelings associated with the trauma,” and 
the second involves “deliberate efforts to avoid activ- 
ities or situations that arouse recollections of the 
trauma.” The nonspecific memory impairment item in 
DSM-III was changed to psychogenic amnesia in 
DSM-III-R. 

3. The symptoms remaining in the miscellaneous 
category after the changes just described were all signs 
of increased arousal. A tradition of clinical and empir- 
ical work has focused on the psychophysiological 
changes in stressed individuals. Kardiner and Speigel 
(7) posited that traumatic neurosis involved permanent 
changes in the functioning of the autonomic nervous 
system. Dobbs and Wilson (18), Kolb (8), and Keane 
and Kaloupek (19) have demonstrated increased 
arousal in war veterans on a variety of psychophysio- 
logical measures. In addition, the unique nature of 
posttraumatic sleep disturbance and accompanying 
nightmares and night terrors are being investigated in 
sleep laboratories (20-23). Explanations of hypera- 
rousal include ones like Kardiner’s focusing on perma- 
nent changes resulting from the trauma (7, 8) as well as 
ones focusing on more transient episodes of somatic 
reexperiencing of the trauma (8, 18, 19). 

In DSM-III-R, the DSM-III symptoms of sleep dis- 
turbance, hyperalertness or exaggerated startle re- 
sponse, and trouble concentrating became the nucleus 
for the increased arousal category. Hypervigilance was 
separated from exaggerated startle response, and two 
otner symptoms, irritability or outbursts of anger and 
physiological reactivity to events that symbolize or re- 
semble an aspect of the traumatic event, were added. 

In summary, the first two changes involved taking 
the symptoms in the miscellaneous category that were 
actually examples of repetitions or attempts to avoid 
repetitions and including them in the expanded reex- 
periencing and avoidance or numbing symptom cate- 
gories, thus making these two categories more consis- 
tent. The third change was the creation of a separate 
criterion for somatic symptoms of arousal. 


PTSD IN CHILDREN 


Recently, increased attention has been paid to the 
symptoms of PTSD in children who have experienced 
extreme stress from kidnaping (24), exposure to vio- 
lence and sexual abuse (25), witnessing the murder of 
a parent (26), and major disasters (27). Although the 
adult criteria are for the most part adequate in describ- 
ing response to trauma in children, several modifica- 
tions have been included in DSM-HI-R that more spe- 
cifically portray symptoms in children. Repetitive play 
containing themes or aspects of the trauma is a char- 
acteristic form of reexperiencing in children. One man- 
ifestation of withdrawal and diminished interest in sig- 
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nificant activities is the loss of recently acquired 
developmental skills. A child may regress to an earl_er 
maturational level. One symptom, the sense of a fore- 
shortened future, was added specifically because it is so 
characteristic of children and adolescents; the ch:ld 
does not anticipate achieving the expectable life goals 
of a career, family, or in some cases even reaching 
adulthood. Another disturbance in future orientation 
exhibited by children is omen formation, the false te- 
lief in an ability to prophesy future untoward evenzs. 
This symptom is mentioned in the text of DSM-III-R 
accompanying the criteria. 

Several other issues regarding PTSD in children are 
also discussed in the text of DSM-III-R. Because chil- 
dren may exhibit nonspecific physiological symptoms, 
generalized fearfulness, and separation anxiety (25, 
26), clinical evaluation of children should be particu- 
larly careful. First, in the acute phase of PTSD, a child 
may be mute or reluctant to discuss the trauma, but 
this should not be mistaken for amnesia (24, 25). Sec- 
ond, diminished interest in significant activities and 
constriction of affect may be difficult for children zo 
report and should be evaluated in conjunction wizh 
reports of parents, teachers, and other observers. 


ONSET AND DURATION 


The DSM-III criteria for PTSD represented a signif- 
icant advance over DSM and DSM-II in recognizing 
chronic responses to stress. The distinction between 
the acute and chronic subtypes of PTSD in DSM-IT] 
was omitted from DSM-III-R as part of a general at- 
tempt to reduce the number of disorders and for lack 
of a substantive rationale for maintaining and a clear 
proposal for describing the distinction between the 
acute and chronic forms. Because delayed onset of 
symptoms is reparted, albeit infrequently, this specifi- 
cation was kept. 

DSM-HI-R requires that PTSD last a period of at 
least 1 month. The choice of 1 month was an attempt 
to eliminate transient grief or adjustment reactions and 
yet provide a short enough time period so that rela- 
tively acute reactions could be diagnosed. Because 
clear patterns of concurrence or oscillation of symp- 
toms have not yet been established, the simultaneovs 
presence of symptoms from the reexperiencing, avoid- 
ance or numbing, and increased arousal criteria during 
the 1-month period is not required. Although some 
support has been found for the hypothesis that reex- 
periencing and avoidance symptoms alternate (281, 
there has not been sufficient evidence from longitud:- 
nal research to permit a complete account of the nar- 
ural history of PTSD. 


ANXIETY DISORDER OR DISSOCIATIVE DISORDER? 


The most controversial issue discussed by the sub- 
committee was whether PTSD should remain an anx- 
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iety disorder or be reclassified as a dissociative disor- 
der. The proposal that PTSD be considered a 
dissociative disorder originated in the deliberations of 
the Advisory Committee on Dissociative Disorders. 
The argument for reclassification has two parts: 1) re- 
experiencing and numbing are dissociative symptoms, 
and 2) reexperiencing and numbing are less severe 
forms of dissociative symptoms. This argument rests 
on the definition of dissociation. One investigator in 
the field stated that to dissociate is “to sever the asso- 
ciation of one thing from another” (29). There is de- 
bate over whether the severing is unconscious. Such a 
definition is so inclusive as to be relatively meaning- 
less; all mental disorders involve severing associations 
between ideas or between ideas and affect. The ques- 
tion of whether a more restricted definition of dissoci- 
ation could be used to relate PTSD to the dissociative 
disorders rests on the second part of the argument for 
reclassification; i.e., on one continuum of symptoms of 
dissociation, reexperiencing is a mild form of involun- 
tary return of personalities, and avoidance, constricted 
affect, loss of interest in significant activities, estrange- 
ment from others, and amnesia are all variations in 
degree along another continuum. Although some of 
the symptoms of PTSD appear to involve levels of se- 
verity, such as in the range of reexperiencing phenom- 
ena from intrusive images to hallucinations to disso- 
ciative episodes, it is not clear that the symptoms are 
on continua or related in their essential form. Even 
though there is overlap in symptoms between the two 
disorders (i.e., severe cases of PTSD may also qualify 
as dissociative disorders, and certain kinds of trau- 
matic stressors may be involved in both disorders), the 
essential forms of the disorders have not been shown 
to be similar. Since PTSD would most often involve 
a kind of dissociation less severe than in the disso- 
ciative disorders, the manner in which the disorders 
were related would have to be extremely carefully 
stated, which cannot be done without a definition of 
dissociation that could adequately encompass the two 
disorders. 


FUTURE DIRECTIONS 


In a review of the DSM-III criteria for PTSD, Green 
et al. (9) raised a number of issues that are either un- 
clear or not addressed in the DSM-III description of 
the disorder. These include questions related to etiol- 
ogy, the natural history of the disorder, and the rela- 
tionship of PTSD to character pathology and other 
diagnoses. In one area, etiology, DSM-III-R has sig- 
nificantly clarified matters by adding generic charac- 
teristics of stressors. In the other areas, much work 
remains to be done. The following questions raised by 
Green et al. have yet to be answered: Who is more “at 
risk” for PTSD? What mediates against prolonged 
stress reactions? Do symptoms fluctuate and if so in 
what manner? How and when is PTSD best assessed if 
symptoms fluctuate? What is the relationship of PTSD 
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to character pathology and other diagnoses? Such ad- 
ditional issues as how developmental age effects stress 
pathology, i.e., how the symptoms of PTSD) are similar 
or different among children, adolescents, and adults, 
and the relationship of PTSD to the dissocative disor- 
ders also need to be addressed. 
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Psychiatry and the Resource-Based Relative Value Scale 


Robert A. Dorwart, M.D., M.P.H., and Lee R. Chartock, M.D., M.P.P. 


Attention to reform of reimbursement for psychi- 
atric inpatient services largely focuses on the use of 
prospective payment systems, e.g., payment based on 
diagnesis-related groups (DGRs), for hospitals. Re- 
cently, there also bas been interest in proposals for 
altering physician reimbursement (inpatient and out- 
patient) by using physician DRGs, capitation models, 
or relative value scales instead of the charge-based, 
fee-for-service model. The authors review the resource- 
based relative value scale (RBRVS) as an option for 
psychiatry. The RBRVS uses the setting, the time 
spent, the difficulty in treating the patient, the training, 
and the psychiatrist’s role to determine reimbursement 
rates, 

(Am J Psychiatry 1988; 145:1237-1242) 


s total annual expenditures for health care in the 

United States reached more than $400 billion in 
1986, government, business, and private insurers in- 
creased efforts to contain or reduce health care costs; 
these costs and related issues continue to be a topic of 
public interest and debate (1, 2). A major focus of 
these cost-containment efforts has been to try to reduce 
hospital costs through a variety of approaches, such as 
prospective payment systems—including the use of di- 
agnosis-related groups (DRGs)—and managed care or 
health maintenance plans (3, 4). Since physicians’ serv- 
ices accounted for more than 20% of national expend- 
itures for health services and supplies and more than 
40% of Medicare expenditures in fiscal 1988, many 
policymakers believe that regulating physicians’ pay- 
ments provides another option for reducing costs (5, 
6). Moreover, because physicians are the “gate- 
keepers” to medical care, they clearly have a major 
role in determining the amount and type of medical 
resources used in treating patients. Thus, it has long 
been argued that changes in economic incentives for 
physicians influence both physician practice patterns 
and access to care by patients (7, 8). 
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Recently, attention has turned to proposals for re- 
forming the ways in which physicians are reimbursed 
in order to control total health care costs without re- 
ducing the quality of health care provided. For Medi- 
care, the focus has been on part B (physician) costs, of 
which 75% of the 15% increase in 1985 was due to 
increases in physician reimbursement. In 1985, Con- 
gress mandated the Physician Payment Review Com- 
mission to study this issue (P.L. 99-272), and the Com- 
mission submitted its reports in March 1987 and 
March 1988. The relative value scale methodology has 
been prominent as an option in the discussions of the 
Commission (5, 9). The Commission ultimately will 
recommend to Congress changes in physician reim- 
bursement for eventual implementation by the Health 
Care Financing Administration (HCFA) for Medicare. 

In this paper, we describe and discuss one proposed 
method—the resource-based relative value scale 
(RBRVS) approach—in relation to psychiatry (10, 11) 
as an alternative to other proposed reimbursement 
methods, such as physician DRGs, Of all the major 
new reimbursement methodologies being considered 
for implementation by HCFA for Medicare, the 
RBRVS is the most similar to traditional fee-for-service 
reimbursement because it retains an office (or hospital) 
visit as the basic unit of service. What the RBRVS 
would change is the way in which rates of reimburse- 
ment are calculated according to level of difficulty. By 
recognizing time spent in treating the patient and the 
experience of the care provider as major weighting fac- 
tors, it explicitly seeks to maintain the advantages of 
traditional fee-for-service practice, which does not ar- 
bitrarily limit the nature of the care given. However, 
the RBRVS has several conceptual and methodological 
problems, e.g., concern about how relative values will 
be measured, who are the most appropriate judges of 
difficulty of providing psychiatric services, whether 
psychiatric services can be validly compared to other 
medical services, and how reimbursement rates would 
be calculated for services provided. 


PHYSICIAN REIMBURSEMENT 


There are many difficulties with the existing reim- 
bursement methods for health care. Current patterns 
of physician reimbursement violate many of the con- 
ditions of the economists’ definition of a competitive 
market (11, 12). In particular, retrospective payment 
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TABLE 1. Selected Characteristics of Major Approaches to Reimbursement for Psychiatric (Physician) Services 





Method of Reimbursement 





Traditional Fee- 
for-Service 


S-ructural 


Characteristics DRG 


Resource-Based Relative 


Capitation Value Scale 





S:ructure Charge-based, Fixed by diagnosis 
retrospective 
Unit for payment Visit Diagnosis 


Historical usual Median cost 
and customary 

Maximize 
medically 


necessary Care 


Rate setting 


Limit care to 
median costs 


Incentives 





Fixed, prospective Input-based, prospective 


Per capita enrolled 
population 


Visit or procedure modified 
by time, training, practice 
costs, difficulty 

Average actual costs Scale of relative value un_ts 

Minimize medically Match services to necessizy 

necessary care, 

provider ac risk 





of usual and customary charges has been criticized for 
contributing to excessive inflation of fees. Without ex- 
ternal peer review, traditional fee-for-service reim- 
bursement schemes and their analogs usually lack any 
irherent incentives to maximize appropriateness of 
services provided. At the same time, physicians have 
complained that fee-for-service approaches to reim- 
bursement do not take into account the individual pro- 
vider’s time, effort, overhead, training, and experience. 
In practice, many physicians have multiple sources of 
income and a variety of complicated arrangements 
combining fee-for-service and salaried compensation, 
which usually rises in line with the phvsician’s experi- 
ence (13). Most psychiatrists have customarily re- 
ceived their office-based practice incomes from a com- 
bination of patient fees (40%), commercial insurance 
(25%), Blue Cross-Blue Shield insurance (20%), and 
government insurance programs (10%) (14). On ayer- 
age, psychiatrists receive a smaller proportion of in- 
come from hospital-based services than do other phy- 
sicians (W. Hsiao, unpublished 1986 paper). 

Recently, HCFA has begun development of three 
different proposals for revision of physician compen- 
sation under Medicare; 1) so-called “physician 
DRGs”; 2) capitation; and 3) relative value of the serv- 
ices provided (15). Before describing the RBRVS, we 
briefly define the major characteristics of each of the 
other two reimbursement methods; Importantly, these 
approaches differ not only in structure but also in unit 
of payment, rate-setting methodology, and the nature 
of the incentives associated with each (table 1). The 
distinction between the unit of payment and the reim- 
bursement is important because third-party payers 
may choose which units of service they will reimburse 
and which they will not. For example, some insurers 
will not pay for a fee for the treatment of certain dis- 
orders despite the existence of clearly defined units of 
payment for the service. 


Physician DRGs 


The proposal that physicians be paid fixed sums for 
treating illness defined by DRGs is based on the as- 
sumption of a predetermined amount of reimburse- 
ment for the care of patients for each type of disorder 
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per episode or per year. Just as research on hospi-al 
DRGs in psychiatry has shown problems with this ap- 
proach for hospitals, with some hospitals not ade- 
quately paid for complicated cases, so, too, has re- 
search on the feasibility and usefulness of physician 
DRGs led to the conclusion that such a system might 
redistribute payments from physicians with genuinely 
more complex and costly practices to physicians with 
less complex and costly practices (15, 16). The effect of 
this approach is to place a predetermined cap on tae 
amount of reimbursement, regardless of the intensity 
and duration of provider time-spent services provided. 


Capitation 


Capitation involves an insurance arrangement in 
which a fixed amount per person per year is deter- 
mined prospectively for a provider or group of provid- 
ers who promise to deliver all medically necessary care 
for a defined population at that predetermined rate. 
Capitation approaches have been proposed in one 
form or another for many years and have most recently 
surfaced in relation to federal-state Medicaid pro- 
grams (17, 18). This approach is well suited to muki- 
specialty health maintenance organizations (HMOs), 
which have the capacity to provide inpatient and ovt- 
patient primary care and specialty services. The unit of 
payment is broader than and can be more flexibly av- 
plied than in a per case system because a range of 
services is covered. Moreover, by using a managed caze 
approach, it is possible in theory to predict, control, 
and reduce costs. Concerns have been raised, however, 
about whether such approaches respond adequately to 
the desire for care by patients, maintain quality of care, 
and adequately address the long-term care needs of the 
chronically mentally ill and the elderly (19, 20). 


Relative Value Scales 


The relative value scale’s approach is designed to 
approximate the relative price a competitive market 
would yield; that is, current fee-for-service rates are 
used as a starting point for determining what the basis 
for the reimbursement levels should be. Most relative 
value scales developed to date have been based on phy- 
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sicians’ charges (10); charge-based relative value scales 
seek to institutionalize the status quo fee arrangements 
of the marketplace. Under the RBRVS the reimburse- 
ment rate would not be based on current charges for a 
visit but rather would depend on the total time re- 
quired, the type of setting, the level of difficulty, and 
the level of training of the provider rendering the serv- 
ice. Once relative value scales have been converted to 
fees, they also may be used in setting reimbursement 
rates for the prospective payment schemes. Still, the 
relative value scale approach functions much like tra- 
ditional fee-for-service reimbursement schemes, even 
though it is no longer based on “‘customary, prevailing, 
and reasonable” fees. 


Comparison of Major Reimbursement Methods 


Table 1 presents a summary of selected major reim- 
bursement methods in psychiatry; salaried arrange- 
ments, also common, are not included. It is apparent 
that these approaches differ not only in structure but 
also in the unit of payment and how it is determined. 
The most frequent criticism of the fee-for-service 
method is that it does not provide incentives for cost- 
containment because physicians are better rewarded 
for performing more services. DRGs and capitation are 
prospective methods that should permit better budget 
contro] because of their fixed nature. DRGs are based 
on a per case method. Capitation, however, is not 
based on a per case method but the system receives a 
given amount (often based on the estimated per capita 
cost) for each person enrolled in the system. Tradi- 
tional fee-for-service and RBRVS involve both proce- 
dures and time for each patient. Only RBRVS, how- 
ever, takes into account the training of the practitioner 
and considers the total time (before, during, and after 
the face-to-face encounter), the difficulty in providing 
the service, which is often related to behavior charac- 
teristics of the patient, and the setting in which services 
are performed. 

The incentives of these systems also differ markedly. 
The traditional fee-for-service model encourages the 
physician to provide as many reimbursable services as 
needed; all of the other approaches are prospectively 
oriented in an attempt to avoid this fundamental prob- 
lem of traditional reimbursement schemes. The DRG 
approach simply places a predetermined limit on what 
will be paid per case. The capitation approach, by 
placing the provider financially at risk both for the 
delivery and for the costs of care, may increase effi- 
ciency but may also provide an incentive to reduce or 
withhold care. 


THE RBRVS APPROACH 


The goal of establishing a scale of relative values for 
determining physician fees is to create an index of key 
components of resource input that is based on the cur- 
rent fee-for-service system of reimbursement deter- 
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mined by professional consensus rather than by indi- 
vidual physicians (11). To do this, Hsiao and Stason 
(10) have studied a variety of medical and surgical 
specialities, and have identified four components of 
resource use: 1) time spent performing a procedure or 
service, including time routinely spent in preparation 
before and in follow-up contacts after performing the 
service; 2) intensity of a task, defined as the complexity 
per unit of time for performing the procedure or ser- 
vice; 3) amortized value of the opportunity costs for 
specialty training (e.g., years of training); and 4) phy- 
sician practice costs. 

Intensity, which is intended to measure level of dif- 
ficulty, is defined by a set of variables: 1) the level of 
technical skill required, both mechanical and concep- 
tual; 2) the intensity of mental effort; 3) the intensity of 
physical effort; and 4) the level of stress, including iat- 
rogenic risk or potential liability. The components are 
combined into a single resource-based relative value 
by a mathematical model (9). Given the variation in 
practice patterns in medicine, the way in which these 
components are measured and weighted is crucial to 
the development of the RBRVS. A standard approach 
is used, which in turn must be tailored to the prac- 
tice patterns for each medical specialty, including 
psychiatry. 

First, a list of typical services and procedures is iden- 
tified. This step involves participation by a panel of 
experts from the subspecialty, often provided by the 
professional association for that subspecialty or by the 
local or national medical society. These experts iden- 
tify a representative list of 20—30 services or proce- 
dures commonly performed in this specialty. The usual 
method is to compose brief clinical vignettes that iden- 
tify a patient and a disorder and for psychiatry to spec- 
ify a situation or a treatment setting. The list resembles 
a Current Procedural Terminology list; however, since 
the terminology codes are not well suited to psychia- 
try, modifications must be made to describe clinical 
practice more accurately (21), which is an especially 
thorny task for psychiatry. Then the list of vignettes is 
reviewed by other subspecialists who rate the time and 
difficulty of each service, making certain assumptions 
and using specified criteria to improve reliability of 
responses. Each service may then be rated as low, me- 
dium, or high in intensity by the respondents. This 
aspect of the methodology has been widely criticized as 
too idiosyncratic and subject to geographic or subspe- 
cialty variation. 

At a later stage of the process, the respondent is 
required to estimate the difficulty of each service com- 
pared to other services using a technique called mag- 
nitude estimation. Thus, one might say that a proce- 
dure is twice as difficult as another or five times as 
difficult. In this system the unit of comparison is the “‘s/ 
p” (service/procedure). A standard s/p is given a value 
of 100. If an s/p is thought to be twice as difficult as the 
standard, then the value would be 200 units. If an s/p 
is thought to be half as difficult as the standard, the 
value would be 50. Eventually, all of the components 
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are combined for each procedure to yield an index of 
relative value. Such a complicated method is not only 
difficult to follow through its many steps and transfor- 
mations but ultimately must be assessed in terms of its 
validity, reliability, rationality, and comprehensibility 
zs a measure of resource use. These steps have not been 
completed for the RBRVS. The variation among types 
af services provided by psychiatrists will be less than 
for some other subspecialties, such as surgery, raising 
cuestions about cross-specialty comparability. 

Once the evaluation is completed, a questionnaire is 
designed and sent to a random sample of practitioners 
in the specialty. On the basis of the data from these 
respondents, norms are developed for the specialty. 
The method can be illustrated with a sample question- 
naire item: “office consultation for psychiatric evalua- 
tion of a 65-year-old male with intellectual deteriora- 
tion and behavior problems, including verbal and 
physical abuse of co-workers.” The surveyed psychia- 
trist would be asked to estimate how much time he 
would routinely spend in evaluation of this type of 
patient. He would be encouraged to estimate time 
spent before, during, and after the consultation and to 
take into account the setting in which he routinely 
works. Since each situation would be different in prac- 
tice, the physician must try to provide estimates for a 
typical rather than an unusual case. An estimate also 
would be requested for the level of difficulty of this 
evaluation compared to other types of services and 
procedures provided by the psychiatrist. 

By including a comprehensive list of types of services 
and procedures provided by psychiatrists, the method 
- would attempt to develop a relative range of services 
on the basis of time, intensity, and difficulty according 
tc the professional opinion of a sample of psychia- 
trists. Eventually the same clinical situations would be 
presented for assessment to other specialists, such as 
family practitioners, internists, or neurologists, who 
might treat the same disorder; these cross-specialty 
panels are used to examine the issue of how reimburse- 
ment should be adjusted for conditions in which indi- 
viduals of different specialties (or disciplines) provide 
the same service for the same conditions. This issue is 
especially important in mental health services in which 
different disciplines provide like services. Cross-spe- 
cialty comparisons for psychiatry may prove exceed- 
ingly difficult to construct. 

Relative values are difficult to operationalize for psy- 
chiatry because of the dearth of services and proce- 
dures that are comparable to those of other medical 
subspecialties. To the economist, reimbursement for 
each subspecialty or discipline is theoretically the 
same. For clinicians, however, the situation is seen dif- 
ferently inasmuch as the provider with a medical-psy- 
chiatric and clinical training would be argued to be 
providing not the same service but a different and more 
skilled service than those with less training. This dis- 
tinction underlies the debate about whether and in 
what ways “medical” psychotherapy (psychotherapy 
provided by physician) differs from traditional or non- 
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medical psychotherapy. The RBRVS is able to adjust 
for psychotherapy provided by psychiatrists because it 
explicitly takes into account the training of the pro- 
vider; however, the RBRVS may be limited in its ap- 
plication to psychiatry in general by the problem of 
creating cross-specialty comparative ratings. 

Clearly, the method described eventually would in- 
volve translation into fee scales, It is not our intent in 
this paper, however, to describe in detail the methods 
used in testing reliability and validity of the scales or in 
discussing the controversial process of transforming 
the data into fee scales; these methods are described 
elsewhere (9—11). Rather, we focus our discussion on 
some of the important conceptual issues raised by this 
approach to designing a reimbursement scheme for 
psychiatry, emphasizing the dimensions of time and 
treatment philosophy. 


Time 


First, this method would change the prevailing basis 
for psychiatric reimbursement from one based almost 
exclusively on time spent with patients to one weighted 
also by the perceived difficulty or complexity of the 
service provided. Debate over this issue is already well 
advanced in relation to the use of current procedural 
terminology codes for psychiatric inpatient services 
(21). Traditionally, time—or, specifically, the visit— 
has been the fundamental basis for charging for psy- 
chiatric services, ranging from the brief inpatient con- 
sultation in the general hospital to a comprehensive 
diagnostic assessment. Reimbursement for the typical 
outpatient session is the same regardless of the char- 
acteristics of the patient seen or of the services pro- 
vided, with some exceptions, such as a psychophar- 
macology or forensic consultation. One potential 
implication of such a system is that it might inherently 
provide incentives for movement of the specialty 
toward further subspecialization. 

Time is an important dimension of reimbursement 
for services in psychiatry, perhaps more so than in 
many other medical specialties. Psychiatrists tend to 
spend more time in face-to-face interactions with indi- 
vidual patients than do any other specialists because 
treatments are time intensive but also because many 
psychiatric disorders are of a chronic nature and re- 
quire treatment over a period of many months or 
years. In addition, in certain settings or with certain 
patients, time must be spent in patient-related activity, 
such as consulting in court-related referrals or arrang- 
ing for collateral services from other caregivers, 
schools, and social services agencies. Although most of 
these activities are recognized widely as necessary as- 
pects of good patient care, most insurers will not fully 
reimburse the psychiatrist for time spent on these ac- 
tivities. Hence, an important aspect of the RBRVS for 
psychiatrists would be the extent to which it would 
account for these indirect care activities and incorpo- 
rate them in the reimbursement fee. This objective may 
be more of an ideal of clinicians than an intent of 
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cost-conscious third-party payers. However, by taking 
into account time spent before, during, and after the 
actual office visit, the RBRVS system permits some al- 
lowance for such indirect or collateral effort. Nonethe- 
less, the RBRVS system does not “bundle” services in 
the way that a DRG or capitation system would; for 
example, whereas a DRG would cover a fixed amount 
of services for treatment of a mild depression, the 
RBRVS approach would define a rate of payment per 
session. 


Treatment Modality and Philosophy 


Psychiatrists more often than other medical special- 
ists accept the concept that differing approaches or 
schools of thought may be used in treating patients 
(22). The directory of approved residency training pro- 
grams in psychiatry lists more than a dozen subspe- 
cialties for advanced fellowship training. The Ameri- 
can Psychiatric Association Biographical Directory 
Survey (1988) identifies 45 separate categories of spe- 
cial interest among its members and 25 categories of 
treatment practiced by them. To evaluate the RBRVS 
system, we reviewed major approaches to treatment by 
consulting psychiatrists identified as subspecialty ex- 
perts in the following fields: 1) psychoanalysis, 2) bi- 
ological psychiatry, 3) child psychiatry, 4) consulta- 
tion-liaison psychiatry, 5) community psychiatry, 6) 
forensic psychiatry, 7) psychiatric practice in an organ- 
ized public sector setting, 8) hospital inpatient psy- 
chiatry, 9) organized private sector psychiatric care, 
including HMOs, 10) solo private practice, and 11) 
psychiatric administration. 

Although we expected some differences among this 
group of psychiatrists in “valuing” an array of serv- 
ices, these differences went far beyond mere variations 
of practice patterns or style of treating patients. For 
example, in assessing complexity and intensity of treat- 
ment, psychoanalysts identified a different set of di- 
mensions than did nonpsychoanalysts. They believed 
that what is most important is the patient’s character 
and motivation for treatment, independent of other 
dimensions described for the RBRVS scale. Psychoan- 
alytically trained respondents identified such variables 
as the patient’s anger, the degree to which a patient is 
verbal, the degree to which the patient has insight into 
his or her problems, the amount of resistance that a 
. patient has to working through a problem, and a pa- 
tient’s honesty in confronting problems. Additionally, 
a psychiatrist who treats adults found the evaluation 
and treatment of a child or adolescent more difficult 
than an experienced child psychiatrist did. This sort of 
subtle and subjective clinical distinction is not ade- 
quately or consistently addressed by the RBRVS or 
other reimbursement approaches. The problem of sub- 
specialty orientation must be controlled for in creating 
a set of relative values for psychiatric services. 

Although considerable standardization has been 
brought to diagnostic classification through universal 
use of DSM-III, there is not yet a similar standardiza- 
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tion of treatments in psychiatry. Currently, there is an 
active task force of the APA on the Treatments of Psy- 
chiatric Disorders, whose reports “seek to demonstrate 
the complexity of the treatment planning process, but 
which have no explicit links to any reimbursement 
scheme” (23); we find some psychiatrists who treat 
patients with, for example, major affective disorder 
using only medication and a minimal amount of inter- 
personal contact and others, treating the same sort of 
patient, who use psychotherapy as part of the treat- 
ment. Thus, attempting to estimate the cognitive com- 
plexity of different treatment modalities in psychiatry 
is difficult because there is no standard against which 
to compare a particular treatment. The RBRVS mech- 
anism is ultimately an arbitrary attempt to “value” 
mental health services quantitatively. 

The problems of valuing different services of dif- 
ferent providers to different patients under different 
conditions, especially with respect to difficulty, are not 
addressed by traditional fee-for-service systems. For 
example, the 10th 1-hour session of psychotherapy 
with a patient with a mild depression is charged at 
the same rate as the arguably more difficult, first or 
second i-hour session with a patient with an acute 
manic-depressive episode. There is no good way to 
distinguish one procedure from another. Moreover, 
in most locales litrle distinction is made, at least so 
far as third-party payers are concerned, between a 
typical outpatient service provided by a psychiatrist 
with 3 years of training and 5 years of experience and 
that provided by one with S years of training and 10 | 
years of experience. There are, of course, some excep- 
tions to this generalization, such as higher fees paid to 
child psychiatrists for specialized consultations. By 
weighting characteristics not only of providers but also 
of the specific service provided, an RBRVS system 
could include some of these factors in a reimbursement 
scale. 


Other Variables Affecting Services Provided 


Many other variables that influence the time, inten- 
sity, complexity, and burden of liability for services 
provided by psychiatrists are usually not taken into 
account by most reimbursement schemes. One is the 
treatment setting, which may greatly affect the de- 
mands on the psychiatrist in treating a particular pa- 
tient. Another is the psychiatrist’s role, which differs 
greatly from one situation to another, from one type of 
organization to another, or even from one patient to 
another. These sorts of factors are considered to some 
extent in the RBRVS system through the construction 
of the clinical vignettes that may contain specifications 
about setting and circumstance. The problem of de- 
fining and valuing the factors that influence difficulty 
in providing services deserves further attention in set- 
ting RBRVS standards. 
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DISCUSSION 


We have described the purported advantages and 
obvious limitations for psychiatry of the RBRVS being 
developed by Hsiao and colleagues for the Health Care 
Financing Administration. Despite differences in the 
way psychiatric disorders and treatments are classified 
and the wide variation in the range and form of psy- 
chiatric service settings, these differences have not been 
reflected in methods of reimbursement for psychiatric 
services. For psychiatry, the RBRVS system has advan- 
tages over a DRG approach because, while it closely 
resembles current fee-for-service practices, it promises 
to vary the incentives for services by setting a rate 
based on professional consensus (24, 25). It has ad- 
vantages over capita-ion approaches because it does 
not inherently create incentives to reduce necessary 
care to stay within preset limits on coverage or expend- 
itures. The RBRVS could be used in settings governed 
by private insurance coverage and also, with modifi- 
cations, in organizec care settings, including public 
sector programs. The RBRVS system is different from 
the physician DRG approach in that the diagnosis of 
the patient might influence third-party reimbursement 
but would not exclusively determine reimbursement 
levels (26~28). In both systems, more difficult cases, as 
jadged by psychiatric opinion, might be reimbursed at 
kigher rates, but unlike the DRG or capitation ap- 
proaches, an arbitrary limitation of time would not be 
allotted to treatment of individual patients. The 
RBRVS tries to make payments for individual services 
more equitable withcut explicitly trying to judge the 
appropriateness of the service per se. 

The RBRVS methodology might have application in 
ather organized settings, including the public sector. 
The RBRVS might be used by the public sector or by 
medical care delivery organizations, such as HMOs, as 
a basis for establisning reimbursement policies and 
procedures and for setting rates of physician compen- 
sation by speciality. It could thus be used within an 
existing prepaid or capitation plan to establish capita- 
tion rates or salaries by identifying the source inputs 
required to provide a service or package of services. It 
could be used to set fees for new procedures or services 
or for new providers. Thus, the RBRVS could contrib- 
ute to reduced costs through increased internal effi- 
ciency in existing organized settings. By emphasizing 
the importance of cognitive skills as well as proce- 
dures, the RBRVS has the potential to lessen inequities 
in reimbursement between medical specialities. In sum, 
the RBRVS promises to provide an alternative for 
planning, negotiating, and modifying physician 
charges. From the standpoint of psychiatry, however, 
the RBRVS requires further study, as do alternative 
physician reimbursement proposals. 
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Consequences of Surveillance 
of the Forensic Psychiatric Examination: An Overview 


Robert Lloyd Goldstein, M.D., J.D. 


Lawyers have argued that surveillance of the foren- 
sic psychiatric examination (either direct observation 
by a lawyer or recording of the examination) is neces- 
sary under certain circumstances to protect clients’ 
rights and ensure more accurate reporting of the find- 
ings. Psychiatrists are concerned that surveillance 
could disrupt such examinations and impair their va- 
lidity. The author reviews and extrapolates from avail- 
able data on the effects of tape recording on clinical 
examinations and psychotherapy and concludes that 
the current state of scientific knowledge does not allow 
confident assessment of whether the perceived need for 
surveillance outweighs the possible impairment of the 
validity of forensic psychiatric examinations. 

(Am J Psychiatry 1988; 145:1243-1247) 





Į” light of the preeminent importance of forensic 
psychiatric examinations in determining the out- 
come of diverse types of legal proceedings (e.g., deter- 
minations of insanity and competency to proceed to 
trial, child custody litigation, contested wills, and so 
on) (1-5) and the possible misuse or use in unforeseen 
ways of the results of such examinations, lawyers have 
argued thar surveillance of the examination is neces- 
sary under certain circumstances to protect clients’ 
rights and ensure more accurate reporting of the find- 
ings. To achieve these objectives, lawyers have asserted 
that they have a right to be present (as nonparticipant 
observers) at their clients’ examinations or, alterna- 
tively, that audio or video recordings of the examina- 
tions should be a minimal requirement (6, 7). Psychi- 
atrists in turn have expressed concern that the presence 
of lawyers or recording devices during forensic exam- 
inations might introduce contaminating factors which 
could impair the inherent validity of the examinations 
themselves. In its amicus curiae brief in United States 
v. Byers, the American Psychiatric Association (APA) 
noted: 
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We believe that too little is known about the potentially 
disruptive effect of counsel’s presence at the examination, 
or the use of other procedures, to confidently assess 
whether the perceived need for such safeguards outweighs 
their possible costs. (8, pp 30-31) 


This article outlines the concerns of lawyers in as- 
serting a right to surveillance of such examinations and 
reviews the related literature on the effects of recording 
clinical examinations and psychotherapy sessions. An 
attempt is made to analyze and extrapolate from the 
available data to determine whether surveillance per se 
is likely to impair the effectiveness of forensic psychi- 
atric examinations. 


LAWYERS’ CONCERNS 


A review of the constitutional contours of the foren- 
sic psychiatric examination is beyond the scope of this 
article and can be found elsewhere (9). In general, law- 
yers are concerned about the possibility that, under the 
conditions of a one-on-one psychiatric examination, 
improper or incriminating questions may be posed or 
unrecorded findings may surface later, unforeseeably, 
to be used against the examinee’s interest (10). The 
examinee is particularly vulnerable to possible efforts 
by the opposing side’s psychiatrist to elicit damaging 
responses and information beyond the permissible 
scope of the examination. The examinee should not be 
expected to evaluate the propriety of each and every 
question that he or she is asked. Especially in criminal 
cases, the absence of mechanisms for the accurate re- 
cording of compelled psychiatric examinations may 
subsequently raise substantial questions about the ac- 
curacy of the psychiatrist’s recollection of and testi- 
mony about statements allegedly made by the accused 
(10). 

Furthermore, lawyers maintain that the ordeal of 
submitting to the probing inquiries of a doctor whom 
the examinee may view as a “hostile medical force” 
(11) is not to be taken lightly. The lawyer’s presence 
serves the dual purpose of protecting the examinee 
against improper questioning and simultaneously pro- 
viding a measure of comfort and support to make the 
experience more tolerable. Finally, surveillance of the 
clinical fact-gathering and opinion-formation pro- 
cess—by ascertaining the specific questions posed and 
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the responses obtained, the context in which informa- 
tion is gathered, the exchange of nonverbal communi- 
cation, and the presence of any suggestive influences or 
subtle unfairness—is likely to ensure more accurate 
reporting (12). Such specific data may help to deter- 
mine whether a thorough examination was done and 
whether there is a valid basis for whatever conclusions 
were reached. Lawyers believe that surveillance pro- 
motes the integrity of the truth-finding function of the 
judicial process while also safeguarding the rights of 
examinees. Lawyers also know that such specific data 
are likely to provide valuable ammunition and con- 
comitant advantages for trial purposes during cross- 
examination of the psychiatric expert witness (13, and 
paper by S. Rachlin and H.I. Schwartz presented at the 
40th annual meeting of the American Academy of Fo- 
rensic Sciences, Philadelphia, Feb. 15-20, 1988). 

The courts remain divided on this issue. Some have 
held that the validity of a forensic psychiatric exami- 
nation depends on “‘unimpeded one-on-one communi- 
cation between doctor and patient” (14). The intrusive 
presence of a lawyer could disrupt the intimacy neces- 
sary for a successful examination and might serve to 
transform the examination into an adversary proceed- 
ing (15). In a recent decision, the Supreme Court of the 
United States reserved decision on the question of 
whether the Sixth Amendment accords a defendant the 
zight to have a lawyer present during a forensic psy- 
chiatric examination. The Court noted that “an attor- 
ney present during the psychiatric interview could 
contribute little and might seriously disrupt the exam- 
ination” (16). 

Other courts have asserted that the examinee’s in- 
terest in the protection offered by a lawyer’s presence 
outweighs any potential impingement on the effective- 
ness of the examination (17). These court opinions 
have reflected judicial skepticism about concerns that a 
lawyer’s presence might significantly disrupt the psy- 
chiatric examination. These courts remind us that the 
psychiatric examination in question (i.e., an examina- 
tion by the opposing side’s psychiatrist, with a view 
toward challenging the examinee’s claim regarding his 
or her psychiatric status) is inherently adversarial and 
unlikely to generate the trust and openness required 
for “unimpeded one-on-one communication” and “‘in- 
timacy” between dcctor and patient. As one decision 
stated: 


I find it difficult to believe that the atmosphere of the 
examination will be conducive to a “special and private 
rapport between examiner and examinee” or that such 
atmosphere will be destroyed by the attorney’s pres- 
ence .... It would seem that a party/examinee would be 
more likely to relax and respond candidly to an oppo- 
nent’s doctor if she were secure in the knowledge that her 
attorney would object to improper questions. (11) 


It appears that the courts have dogmatically either 
embraced or rejected the conclusion that surveillance 
of the forensic psychiatric examination might seriously 
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disrupt the procedure and impair its validity, without 
citing scientific evidence one way or the other as the 
basis for decisions on the matter. The court decisions 
that I reviewed stated their assumptions as though they 
were conclusive and self-evident. 

In the following sections, I attempt to summarize the 
current state of scientific knowledge on this issue to 
ascertain whether the available empirical evidence sup- 
ports one position or the other. No systematic empir- 
ical data are presently available that bear directly on 
the question of whether surveillance of the forensic 
psychiatric examination impairs the accuracy of such a 
proceeding. There is likewise a dearth of research on 
the effect of recording procedures on clinical inter- 
views and psychotherapy. However, a review of this 
related literature may, by a process of extrapolation, 
serve to clarify tentative conclusions, given the current 
state of our knowledge, about the effects of surveil- 
lance on the forensic psychiatric examination. 


STUDIES THAT SUPPORTED RECORDING OF 
PSYCHIATRIC INTERVIEWS 


In 1956, Lamb and Mahl (18) reported a study of 
psychiatric patients interviewed after being informed 
that the interviews would be audio recorded. Sixty per- 
cent of the patients showed no significant manifesta- 
tions of disturbance about recording per se. Another 
20% manifested no disturbance after the initial mo- 
ments of the interview. Independent raters, using a 
standardized scale, measured both overt (directly ver- 
balized) manifestations of patients’ disturbance about 
recording and covert manifestations reflecting suppres- 
sion and displacement into other areas. The authors 
concluded that in the great majority of cases, recording 
of the interviews did not have a deleterious effect on 
the patients. They hypothesized that psychiatrists who 
are themselves disturbed by recording might project 
their own disturbance onto their patients. The validity 
and generalizability of the findings of this study were 
limited by its poor methodology, for example, failure 
to describe the patient sample, absence of a matched 
control group, and limited statistical analysis of zhe 
data. 

Friedmann et al. (19) assessed the value of videotepe 
recording in supervision of psychotherapy conducted 
by residents. Standardized rating scales and question- 
naires were completed by patients, residents, and su- 
pervisors. On the basis of the patients’ self-reports, the 
authors concluded that videotaping was not disrup- 
tive for the patients. However, the residents’ anxiety 
levels increased during the recorded sessions, and the 
supervisors showed a significant trend toward viewing 
videotape recording as interfering with the residents’ 
ability to treat their patients (t=1.89, p<0.05). The 
consensus was that videotape recording of psychother- 
apy was an excellent supervisory tool, had little effect 
on patients, but was anxiety provoking for residents 
(who may have been traumatized by this unique form 
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of public exposure of their work). The methodology of 
the study was inadequate in a number of respects: the 
patient sample was not described, the study was un- 
controlled, and specific and quantifiable dimensions on 
which to rate patients’ responses to recording were not 
reported (only anecdotal allusions to the patients’ anx- 
iety were provided). 

My colleagues and I reported ‘paper presented at the 
134th annual meeting of the American Psychiatric As- 
sociation, New Orleans, May 9—15, 1981) that video- 
tape recording of brief dynamic psychotherapy had lit- 
tle negative effect on patients but was anxiety 
provoking for residents in supervision. The focus of 
this report was on the residents’ “videotape anxiety” 
and countertransference issues. The discussion of ad- 
verse effects on the patients was anecdotal and added 
nothing to the findings of the other studies. 

In view of the methodological deficiencies of these 
studies as well as the indications that recording may 
exert a disturbing impact on the psychiatrist (and 
thereby, one might infer, on his or her ability to 
conduct the interview or therapy unimpeded), the 
studies’ enthusiastic endorsement of recording seems 
unwarranted. 


STUDIES THAT OPPOSED RECORDING OF 
PSYCHIATRIC INTERVIEWS 


Tanney and Gelso (20-22) reported studies of 
“normal” student volunteers whose counseling inter- 
views were audio or video recorded or conducted with- 
out being recorded. Subjects were randomly assigned 
to each of the three groups. Subjects and counselors 
completed standardized excitation/inhibition and self- 
exploration scales. When the self-ratings were ana- 
lyzed, the clients whose sessions were videotaped were 
most likely to feel inhibited or blocked, those who 
were audio recorded were somewhat less likely to 
show the same effect, and nonrecorded subjects 
showed an opposite pattern (x?=11.32, p<0.05). 
These findings were corroborated by independent 
judges’ ratings. Paradoxically, che counselors’ ratings 
of the subjects were in the opposite direction; that is, 
they rated those who were video recorded as the least 
inhibited (x7=9.68, p<0.05). A correlation, the signif- 
icance of which was unreported, was found between 
the examinees’ personality traits and self-reports of in- 
hibition due to recording (e.g., those who reported be- 
ing most inhibited tended to be highly controlled, rigid 
individuals with pronounced inferiority feelings). 

These were the first studies that attempted to meas- 
ure the differential effects of audio versus video record- 
ing as well as to correlate those effects with the exam- 
inees’ personality traits. Although the studies were 
more sophisticated methodologically than the studies 
reported in the preceding section, it is uncertain to 
what extent the findings obtained in a sample of 
“normal” student volunteers can be extrapolated to a 


Am J Psychiatry 145:10, October 1988 


ROBERT LLOYD GOLDSTEIN 


population of psychiatric patients, especially in the 
context of a forensic psychiatric examination. The 
finding that the counselors misperceived the adverse 
effects of recording on their clients suggests the need 
for caution in accepting examiners’ enthusiastic en- 
dorsements of recording without further supportive 
data. 

Roberts and Renzaglia (23) reported a study in 
which student volunteers were interviewed under a va- 
riety of recording conditions, including surreptitious 
recording (i.e., both subject and counselor were un- 
aware that they were being recorded). Using a struc- 
tured scale for classifying self-references and comput- 
ing analyses of variance for each category, these 
authors found that the subjects were most disposed to 
present themselves in favorable terms under recording 
conditions; that is, they were unlikely to place them- 
selves in an unfavorable light on a permanent record. 
Most negative self-references were made when the sub- 
jects thought they were not being recorded (the F ratios 
were significant at the 0.05 level). The study was lim- 
ited by the nature of its sample (student volunteers), 
the restricted focus of its measurements (favorable 
versus unfavorable self-references), and its unaccept- 
able ethical standards (recording interviews without 
consent). 

Van Atta (24) administered a factorially complex 
scale to counseling clients, measuring their anticipated 
responses to being recorded under different conditions. 
The anticipated reaction to the more “exposing” meth- 
ods of observation (video recording or direct observa- 
tion through a one-way mirror) was severe inhibition. 
One quarter of the group said they would reject coun- 
seling if such observation were a requirement. Audio 
recording was regarded as minimally inhibiting. This 
study is of limited value, however, because it measured 
subjects’ anticipated reactions rather than the actual 
effects of recording under clinical conditions. 

Niland et al. (25) reported the effect of recording on 
counselors, on the basis of structured self-reporting 
scales. Videotaping, to a greater extent than audiotap- 
ing, caused the counselors to feel tense, defensive, and 
hurried as well as less empathic and involved (the F 
ratios for all items were significant at the 0.01 level). 


DISCUSSION 


Freud (26) argued against observation of the psychi- 
atrist-patient interaction on the grounds that it would 
serve to “silence” the patient. Zinberg (27) attempted 
to delineate how the very fact of observation alters the 
traditionally private psychiatric examination and 
transforms it into a public event, which may evoke 
higher levels of defensiveness and obfuscation. He con- 
tended that the impact of surveillance is significant, yet 
it is sufficiently subtle and complex so as not to lend 
itself to quantitative measurement or research investi- 
gation. Goldberg (28) advanced the view, held by 
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many, that the greater adverse impact of observation is 
on the psychiatrist and that patients are minimally af- 
fected. He viewed fear of exposure and criticism (even 
on the part of acknowledged experts in the field) as the 
basis of psychiatrists’ resistance to observation and 
maintained that psychiatrists zealously argue for the 
unique intimacy of the private interview for their own 
protection. 

There is an extreme paucity of research on whether 
observation and/or recording of psychiatric interviews 
actually interferes with the process and its outcome. 
Empirical studies of the effects of recording are sparse 
and inherently conilicted. The discrepant and inconsis- 
tent findings suggest the need for caution in drawing 
any definitive conclusions at this time. The poor meth- 
odology of the clinical studies done so far largely pre- 
cludes meaningful interpretation of the literature as a 
whole. 

Studies that have supported recording appear to 
have been methodologically flawed and unable to sub- 
stantiate the authors’ enthusiastic endorsement of re- 
cording (or the subtle suggestion that perceptions of a 
disturbance in patients is merely a projection of psy- 
chiatrists’ own anxiety at being observed). Studies op- 
posing recording also fall short of being conclusive. 
Although they have been methodologically more rig- 
orous in general, the use of “normal” volunteers and 
the artificial nature of the experimental situation raise 
significant questions about the applicability .of the 
findings to psychiatric patients in authentic clinical set- 
tings. Assuming that recording may have an inhibitory 
effect on examinees, as many of the studies suggest, it 
remains to be determined whether the effect is suffi- 
ciently large to interfere with the overall accuracy of a 
clinical examination. If these effects are at worst sub- 
clinical in nature, the perceived benefits of surveillance 
would most likely outweigh the potential adverse ef- 
fects in any cost-benefit equation. 

The studies appear to agree that surveillance fre- 
quently has an adverse effect on the examiner by in- 
creasing his or her anxiety level, splitting concentra- 
tion, or otherwise interfering with performance. Even 
if future studies establish conclusively that the adverse 
effect of suryeillance on examinees is negligible, the 
presence of a significant negative impact on the exam- 
iner might by itself be sufficient to compromise the 
validity of the examination. Such considerations sup- 
port APA’s recommendation that surveillance of the 
forensic psychiatric examination depend on the exam- 
iner’s willingness to conduct the examination under 
such conditions. The presumption is that a psychiatrist 
who is comfortable with surveillance is less likely to be 
adversely affected by it. Some psychiatrists may even 
discern advantages in having the examinee’s lawyer in 
attendance: 1) the examination may be facilitated be- 
cause the examinee feels safer with his or her lawyer 
present, 2) the psychiatrist is not vulnerable to later 
false accusations that something improper occurred 
during the interview, and 3) the psychiatrist is afforded 
an opportunity to observe the client-lawyer relation- 
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ship, which might be relevant to the clinical findings 
(personal communication from Dr. Barbara Stanley, 
October 1987). 

A fundamental problem in drawing any definitive 
conclusions is that forensic psychiatric examinations 
are inherently different in many respects from other 
forms of psychiatric examination and operate within a 
specialized context. It is uncertain, therefore, to what 
extent (if at all) the findings and conclusions of the 
studies reviewed in this article can be extrapolated re- 
liably to forensic examinations. Forensic examina- 
tions, unlike other types of examination, evoke sub- 
stantial elements of secondary gain and adversarial 
tension. The examinee does not consult the psychia- 
trist with a therapeutic objective. No doctor-patient 
relationship is established, and confidentiality does not 
apply. In reality, the psychiatrist is correctly perceived 
as an agent of the examinee’s adversary, regardless of 
his or her impartiality. 

Even assuming that surveillance does not produce a 
clinically significant deleterious effect on either exam- 
inees or examiners, there remain further factors that 
might interfere with the examination. As one leading 
authority noted, 


The problem with recording is quite similar to the prob- 
lem of an attorney being present during a forensic exam- 
ination: in both cases the interviewees tend to “play to” 
the camera or microphone, “pitching” their material to 
advance their causes. The interviewee’s consequent man- 
ner of relating i in fact interferes with the reliability o: the 
interview in significant ways... . [It is illusory to assume 
that] recording an interview or having an attorney present 
for the interview ... represent “cost-free” ways of pro- 
tecting due process rights while allegedly introducing no 
contaminating factors. (29) 


Finally, it remains to be determined whether direct 
physical observation by a lawyer, whose very presence 
(even as a nonparticipant observer) might contribute 
to the heightening of adversarial tensions, differs from 
other modes of surveillance in its potentially disruptive 
effects on forensic psychiatric examinations. 

Further research focusing on forensic psychiatric ex- 
aminations themselves is clearly indicated. Such stud- 
ies must comply with adequate standards of metkod- 
ological rigor, lest they serve only to confuse razher 
than clarify the issue. Until more conclusive evidence is 
forthcoming, APA’s position appears to be the most 
reasonable. AP.A recommends case-by-case experimen- 
tation with surveillance procedures (provided that the 
examining psychiatrist is not adverse to recording the 
examination or to the presence of the examinee’s law- 
yer), but objects to the imposition of a blanket zule 
requiring surveillance in all cases (8, pp. 29, 31). 
situations where surveillance is undertaken, the cur- 
rent state of scientific knowledge, based on the studies 
reviewed in this paper, supports the conclusion that the 
least intrusive mode of surveillance is audio recording. 
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Special Section 





Social Supports and Mental Illness 


Zealous Self-Help Groups as Adjuncts to Psychiatric 
Treatment: A Study of Recovery, Inc. 


Marc Galanter, M.D. 





In a controlled study of Recovery, Inc., a self-help 
program for people with psychiatric problems, the au- 
thor found a decline in both symptoms and concomi- 
tant psychiatric treatment after subjects had joined the 
group. Scores for neurotic distress reported after join- 
ing were considerably lower than those reported for 
the period before joining. Scores for psychological 
well-being of longstanding Recovery members were no 
different from those of community control subjects, 
and fewer long-term members than recent members 
were being treated with psychotropic medication and 
psychotherapy. The author concludes that peer-led 
self-help groups have value as an adjunct to psychiatric 
treatment. 

(Am J Psychiatry 1988; 145:1248-1253) 





A variety of peer-led self-help groups for psychiatric 
problems have emerged in recent decades, and 
although estimations of their effectiveness are gener- 
ally positive (1), there have not yet been any controlled 
observations of their effect on members’ psychiatric 
status. The study presented here was carried out on 
Recovery, Inc., a self-help pro designed to help its 
members cope with their general psychiatric disorders. 
The comparison reported in this paper of Recovery 
members who recently joined the group, longstanding 
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group members who were peer leaders, and a proba- 
bility sample from the community suggests that mem- 
bership in such groups can help participants to achieve 
symptom relief even though they make less use of pro- 
fessional psychotherapy and somatic treatments. 


RECOVERY, INC., AS A THERAPEUTIC TECHNIQUE 


Recovery, Inc., is a voluntary, nonprofit association 
for mutual aid among self-described “nervous and for- 
mer mental patients.” As of this writing it is consti- 
tuted of 928 local groups, located primarily in the con- 
tinental United States, with an overall weekly 
attendance of more than 10,000. The organization was 
established in 1937 by Abraham Low, a Chicago psy- 
chiatrist who believed that his patients could learn to 
exercise control over their thoughts and impulses and 
that this control would give them the ability to manage 
their psychiatric problems better. The group does not 
discuss members’ psychiatric therapies and medica- 
tions and is supportive of the value of professional t-eat- 
ment. 

Low’s techniques are implemented by means bf a 
format applied in weekly 2-hour local group meetings, 
each led by a peer leader and attended by an average of 
12 members. Members may continue to participate in 
a local group for as long as they choose, and all meet- 
ings of all groups use the samie format. This includes 
readings or an audiotape by Dr. Low followed by pa- 
tient presentations and then open exchange among 
members. The paradigm used in all exchanges invalves 
the speaker describing an incident that was upsetting 
to him or her and then “spotting,” or pointing out now 
untoward attitudes led to distress. Other members are 
then expected to help the speaker by supportively 
pointing to other maladaptive attitudes that were evi- 
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dent. All such spottings are related to maxims drawn 
from Dr. Low’s work, which, although they sound 
somewhat idiosyncratic, have a consensual meaning 
for members and are rooted in techniques for manag- 
ing disruptive feelings. For example, the maxim 
“Symptoms are distressing but not dangerous” points 
to the guideline that members should accept that a 
situation may cause distress but not allow themselves 
to become frightened that their emotional state can 
cause lasting damage. Such aphorisms are used by the 
members to cope with daily stresses between meetings. 

Peer group leaders are selected after they have been 
members for a long time. They receive formal training 
from the movement’s leadership and operate with an 
official guidebook based on the regimen defined by Dr. 
Low. The group leader and other group members are 
available by telephone as well as in meetings; tele- 
phone calls are structured in accordance with the spot- 
ting format and are restricted to 5 minutes. 


METHOD 


The subjects for this study were Recovery members 
and group leaders who were approached by arrange- 
ment with the movement’s national headquarters in 
Chicago. One group leader was selected at random in 
each of the 211 Recovery administrative areas in 
North America and asked to complete a research ques- 
tionnaire. Each of these leaders was in turn asked to 
select a member to participate who had joined the 
group between 6 and 24 months previously; if there 
were more than one such member, the one who joined 
most recently was chosen. The responding subjects 
were 201 leaders and 155 more recent members drawn 
from 39 states, Puerto Rico, and Canada. The most 
common reason for not having a group member avail- 
able for study was the lack of someone who met the 
criterion for short duration of membership (N=48). 

The research instrument was a 216-item multiple- 
choice questionnaire that was completed anony- 
mously. In addition to demographics and Recovery- 
related activities, items fell into the categories of 
mental health, neurotic distress, social cohesiveness, 
ideological commitment to Recovery, and psychiatric 
treatment. 

The General Well-Being Schedule. This schedule 
was developed by the National Center for Health Sta- 
tistics (2). It consists of 18 scaled items such as, “How 
happy, satisfied, or pleased have you been with your 
personal life?” Additional items relate to having a 
“nervous breakdown” and use of community nonpsy- 
chiatric resources for mental health problems. The Re- 
covery subjects’ scores on this measure were compared 
with those of a group of 195 control subjects, matched 
for age and sex, drawn from a community probability 
sample (3). 

The Neurotic Distress Scale (4). This eight-item 
scale was used to assess subjects’ level of neurotic dis- 
tress during two different periods: the current month 
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and, retrospectively, the month right before joining 
Recovery. Items on this scale and subsequent scales are 
rated on a 5-point scale from “not at all” to “very 
much.” Representative items are “I felt nervous and 
tense,” and “I felt depressed and glum.” Scores on this 
scale are highly inversely correlated with those on the 
General Well-Being Schedule (4). 

Social Cohesiveness Scale, This eight-item scale was 
used to assess the intensity of Recovery members’ co- 
hesive feelings. The subject’s feelings toward each of 
three target groups were evaluated: the 10 members of 
Recovery he or she knew best, all members of the 
movement in general, and the 10 people he or she 
knew best who were not members. Typical items are, 
“They care for me,” and “I enjoy being part of their 
activities.” This scale and the scale for neurotic distress 
have been applied previously and found to have satis- 
factory internal consistency (4). 

Ideological Commitment to Recovery. Subjects in- 
dicated their relative agreement with each of six items 
that reflect belief in the efficacy of the movement’s pro- 
gram, such as, “If I could apply the Recovery method 
more effectively, I could handle life better.” 

Psychiatric treatment. This was assessed by asking 
subjects to report on the mental health treatment they 
had received during two periods: at any time before 
joining Recovery and the current month. For psycho- 
therapy, they were asked whether they had received 
either individual or group therapy. For somatic ther- 
apy, the treatments asked about were antidepressants, 
major and minor tranquilizers, lithium carbonate, and 
ECT. Each category of medication was illustrated by a 
lengthy list of examples of generic and brand names. 

All results reported here are for a total sample of 
356 Recovery members unless it is indicated that they 
apply to the group leaders (N=201) or short-term 
members (N=155) alone. Results for the control 
group are for 195 control subjects. 


RESULTS 


Three hundred ten (87%) of the respondents were 
white, 239 (67%) were married, most were middle- 
aged (meantSD=50.92411.6 years), 256 (72%) were 
women, and 231 (65%) had some college education. 
Two hundred ten (59%) of the subjects worked for 
pay (an average of 35.1 hours/week). Only 75 (21%) 
of the subjects had been referred to Recovery through 
the traditional health system: 43 (12%) by psychia- 
trists and 32 (9%) by other health professionals. Most 
often, they came through personal recommendation: 
96 (27%) from friends or relatives, 53 (15%) from 
other Recovery members, and 11 (3%) from clergy. 
One hundred seventeen (33%) came because they had 
heard of the movement through the mass media or 
through the group’s own literature. 

The peer leaders’ involvement in the group was 
greater than that of the members. They had joined Re- 
covery a mean of 13.9%6.6 years previously, whereas 
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TABLE 1. Recovery Leaders and More Recent Members Who Reported Having Received Mental Health Treatment 








Received Treatment at Any Time Before Joining 


Recovery 
Leaders Members 
Type of Treatment _{N=201) 2 AN 15) 
Reported N % N % 
Psychotherapy 179 89 142 92 
Somatic treatments 177 88 141 91 
Antidepressants 110 55 93 60 
Major tranquilizers 71 35 67 43 
Minor tranquilizers 142 71 112 72 
Lithium carbonate 28 14 19 12 
ECT 61 30 29 19 
4n<0.001. 
by <0.01. 
“p<0.05, 


members had joined only 1.5+3.3 years before. Activ- 
ity in the previous month also reflected their relative 
investment of effort. Leaders dedicated more time in 
activities related to Recovery (37.8+32.7 versus 23.9 
+23.2 hours) and received more mutual aid phone 
calls (6.0£9.0 versus 0.7+1.6). Both the leaders and 
members, however, had attended the same mean num- 
ber of meetings (4.6) and had themselves initiated the 
same mean number of calls (leaders, 0.41.1; mem- 
bers, 0.4+2.0) to solicit mutual aid. 


Mental Health Status 


More of the Recovery members reported a history of 
“nervous breakdown” than did the control subjects: 
34 (42%) of the leaders and 65 (42%) of the short- 
term members versus eight (4%) of the community 
sample. This measure reflected the respondents’ sub- 
jective assessment of their previous psychiatric disabil- 
ity. However, the subjects’ psychiatric status seemed to 
have improved since joining, as reflected in their re- 
sponses to items on the Neurotic Distress Scale. For the 
month before joining, 317 (89%) reported retrospec- 
tively that they had felt “nervous and tense... a lot” 
t4 or 5 on a 5-point scale), and 286 (81%) reported 
that they felt “depressed and glum... a lot.” On the 
other hand, only 24 (7%) and 19 (5%), respectively, 
answered this way for the current month. Further- 
more, 210 (59%) reported that they were working for 
pay, compared with 146 (41%) during the month be- 
fore joining. 

Although all of the Recovery subjects showed im- 
provement since joining, the leaders apparently im- 
proved more over their longer term of membership. 
This was evident ir: both the Neurotic Distress Scale 
and the General Well-Being Schedule scores. There 
was no significant difference (t test for repeated meas- 
ures) between leaders and members in their meantSD 
neurotic distress scores for the month before joining 
(28.8+5.7 versus 27.6+6.2). However, both groups’ 
scores were currently significantly lower than they had 
been before joining: for the leaders, 11.8+3.2 versus 
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Received Treatment During Past Montt 





Leaders Members 
2 (N=201) (N=155) z 
(df=1) N % N % (df=1) 
0.7 19 9 75 48 68.34 
2.1 £1 40 96 62 16.39? 
1.0 30 15 52 34 17.1% 
23 11 5 29 19 18.3? 
0.0 42 21 54 35 15.43 
6.9? 7 3 12 8 2.15 
6.3° 3 1 1 1 G6 


28.8+5.7 (t=96.6, df=354, p<0.001); for the more 
recent members, 15.4+5.0 versus 27.6+6.2 (t=127.1, 
df=354, p<0.001). The leaders’ scores for the current 
month were significantly lower than those of the more 
recent members (t=8.3, df=354, p<0.001). The dif- 
ferential in emotional status between leaders and mem- 
bers was also reflected in their respective scores on the 
General Well-Being Schedule. The leaders’ mean score 
(79.1+14.3) was not significantly different from that 
of the community sample (80.2+16.0), but that of the 
more recent members was considerably lower (€2.2 
+18.6) (t=9.73, df=348, p<0.05). In fact, the mean 
General Well-Being Schedule score of the nonlead- 
er members fell in the tenth percentile of the com- 
munity sample, a level that reflects problem-indicative 
distress (5). 


Psychiatric Treatment 


Ninety-nine (49%) of the leaders and 80 (52%: of 
the more recent members had been hospitalized for 
psychiatric problems before joining Recovery. After 
joining, 16 (8%) of the leaders and 11 (7%) of the 
more recent members were hospitalized, but because 
the period of membership was much longer for the 
leaders, this represented a lower rate of hospital:za- 
tions per year for them. 

Over the course of their longer terms of member- 
ship, the leaders had moved closer toward relinqu:sh- 
ing their need for both professional psychotherapy and 
somatic treatments, as shown in table 1. The rates re- 
ported for any psychotherapy or any somatic therapy 
were no different for the leaders and more recent mem- 
bers before their joining. During the month of the sur- 
vey, however, fully five times as many short-term 
members as leaders received psychotherapy and one 
and a half times as many received somatic treatment 
(see table 1). 

The Recovery subjects had apparently substituted 
involvement in the movement for professional support. 
Were they using other community support services at a 
greater rate at the same time, however? The National 
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Center for Health Statistics survey formats were used 
to ascertain the relative use of nine different nonpsy- 
chiatric resources for aid with emotional problems 
during the past year. These resources ranged from a 
“regular medical doctor” to nurses, police, or clergy. 
Responses revealed that although the leaders used 
more (mean+$D=0.62+0.94) of these nine resources 
than did the community sample (0.28+0.70), the more 
recent members used a great deal more still (2.0+1.9) 
(F=9.20, df=2, 548, p<0.01). 


The Psychology of Membership 


The intensity of cohesive feelings among partici- 
pants in this sample of Recovery members is reflected 
by the fact that 273 (77%) indicated that they 
“cared... alot” (4 or 5 on a 5-point scale) for the 19 
members they knew best; 202 (57%) of the subjects 
also reported that they strongly cared for the member- 
ship of the movement overall, even though their ac- 
quaintance with the overall membership was of neces- 
sity quite limited. The respondents also retained their 
affiliative feelings toward nonmembers they knew 
well, however: 246 (69%) indicated that they strongly 
cared for the 10 nonmembers they knew best. 

The responses of Recovery members to the cohesive 
items were compared with those of members of two 
movements my colleagues and | have studied—parents 
in a zealous, community-based antidrug movement 
(N=135) and members of a highly cohesive religious 
sect who live and work communally (N=237) (6). 
Subjects in all three groups scored high, but no differ- 
ently from each other, on their ties toward the overall 
memberships of their respective groups. On the other 
hand, cohesiveness scores toward the 10 nonmembers 
they knew best were much lower among the sect mem- 
bers (mean+SD on item scores=2.62+0.91) than 
among respondents from both Recovery (3.50+1.0) 
and the groups of parents (3.66+1.14) (F=72.3, df= 
2, 725, p<0.001). Thus, unlike the religious sect, the 
two self-help groups did not generate feelings of alien- 
ation from nonmembers, presumably allowing their 
members to remain integrated into their respective 
communities. 

The intensity of the Recovery subjects’ affiliative 
feelings for the group was also evident in their re- 
sponses to items reflecting their ideological commit- 
ment to Recovery: 328 (92%) agreed “a lot” (score of 
4 or 5 on a S-point scale) with the statement “Re- 
covery offers a program for emotional and nervous 
problems that is just right for my needs,” and 307 
(86%) strongly agreed with, “If I could apply the Re- 
covery method more effectively, I could handle life 
better.” In contrast, only 13 (4%) strongly agreed with 
statements reflecting their own doubts about the move- 
ment, such as “I sometimes question the Recovery 
method.” 

Two stepwise multiple regression analyses were car- 
ried out in order to ascertain how much of the variance 
in Recovery members’ affective status might be pre- 
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dicted by the intensity of their affiliative feelings 
toward the movement. In the first analysis, subjects’ 
General Well-Being Schedule scores served as the de- 
pendent variable. In the second analysis, the difference 
between their neurotic distress scores for the month 
immediately before joining and their current scores 
was used as the dependent variable. The six items from 
the Social Cohesiveness Scale that had been found to 
be significant predictors of General Well-Being Sched- 
ule scores in our previous studies (4) and the six items 
on the measure of ideological commitment were used 
as predictors in both analyses. In each stage of the two 
analyses, predictors were entered into the regression 
equation only as long as they each accounted for a 
portion of the variance significant at the 0.05 level. In 
all, these affiliativeness items predicted 17% of the 
variance in subjects’ General Well-Being Schedule 
scores and 19% of the variance in the decline in Neu- 
rotic Distress Scale scores. 


CASE REPORT 


The following experience recounted by one subject 
illustrates the impact of Recovery membership and its 
relationship to psychiatric treatment. 


Case 1. Ms. A, a 48-year-old married woman who works 
as a secretary, joined Recovery 11 years before this study was 
started. She had started to experience headaches and nausea 
as a teen-ager shortly after her mother’s death, but medical 
evaluations revealed no underlying organic illness. From the 
time she was 25 years old her symptoms were compounded 
by panic episodes and multiple phobic symptoms, which ne- 
cessitated her stopping work at the age of 27. Over the next 
10 years she received multiple ambulatory ECTs, was treated 
with benzodiazepines and tricyclic antidepressants, and once 
admitted herself into a psychiatric hospital for 6 weeks. 
None of these treatments provided material relief from her 
ongoing anxiety. 

After seeing a television interview about Recovery, Ms. A 
had her husband accompany her to a meeting because she 
had been too fearful to travel on her own for some years. She 
began to feel “some hope” after her first encounter with the 
group because, she said, “its method made sense to me.” 
After two meetings she asked her family physician to cut 
back on her maintenance dose of benzodiazepines, and after 
her fourth meeting she was able to travel to meetings by 
subway, albeit with some anxiety. She stopped taking her 
benzodiazepines a year later and was then drug free for the 
first time in a decade, and she was able to use public trans- 
portation without anxiety 2 years after joining Recovery. 

After 4 years of membership in Recovery, Ms. A reluc- 
tantly accepted the position of group leader, which she still 
holds. She explained that she was frightened of assuming this 
responsibility, but in the end it conferred two advantages. It 
made her attend the weekly meetings regularly, and it made 
her practice the group’s principle of “temper control” both 
for herself and other persons attending the group. Thus, she 
had to control the tendency to be judgmental in a way that 
could lead to symptoms of distress. Since becoming a group 
leader she has suffered little in the way of anxiety or somatic 
symptoms and has been working full-time for the past 5 
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vears, Two years before this study was conducted, however, 
after two deaths in her immediate family, she went to a 
psychiatrist for five visits to address some situational distress. 
Her DSM-III diagnoses were a history of generalized anxiety 
disorder and conversion disorder. 


The chronic anxiety and somatization characteristic 
of so many persons who join Recovery were evident in 
Ms. A. Like her, most individuals come to the group 
after failed efforts at obtaining relief from psychiatrists 
or because they are afraid to ask for professional as- 
sistance. Potential members who respond positively to 
the group’s program may translate their dependency 
on medications and professional care into a subse- 
quent dependency on the group and its therapeutic 
regimen. 

The role of group leader is carefully delineated by 
protocol and serves as an avenue to enhanced engage- 
ment in the program as well as a route to graduation. 
Nonetheless, as in the case of Ms. A, it often appears to 
stabilize a symptom-free existence. This stands in 
sharp contrast to the disabled life a member may have 
experienced before joining, while still allowing for col- 
laboration with a treating physician. 


DISCUSSION 


This study was designed to ascertain whether mental 
health self-help groups can serve as an adjunct or even 
as an alternative to professional care. Recovery, Inc., 
offered a good opportunity for studying this issue be- 
cause its procedures are standardized across local 
groups and it has shown long-term stability as an or- 
ganization. Earlier reports on this group (1, 7—9) pro- 
vided useful naturalistic descriptions of meeting pro- 
cedures, demographic information, and some data on 
members’ social adjustment. There have also been 
more limited observations on other, less well-estab- 
lished peer-led groups for the mentally ill, such as 
Schizophrenics Anonymous (10), which is no longer 
operative; the National Schizophrenia Fellowship (11), 
for schizophrenic patients and their families in Great 
Britain; and GROW (12), a self-help program for the 
mentally ill in Australia. Controlled observations on 
the overall course of membership in such groups have 
not yet been published, however. 

Because of the need for more systematic observa- 
tions, the current study was designed to use a repre- 
sentative sample of members and leaders, establish 
controls in assessing changes experienced over the 
course of their exposure to the movement, and make 
comparisons with a community probability sample. 
Medication history was also of value as an indicator of 
psychiatric status, and only 3% of the Recovery mem- 
bers in this sample indicated that they were currently 
taking psychotropic drugs which they could not iden- 
tify. Nonetheless, limitations in retrospective self-as- 
sessment and subject selection still exist in this prag- 
matically grounded design. These point to the 
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importance of carrying out prospective studies on ran- 
dom samples of new enrollees in future studies. 

These subjects had extensive histories of psychiatric 
disorder. For example, before they joined, half of them 
had been hospitalized for psychiatric illness, 90% had 
been in psychotherapy, and 39% had taken major 
tranquilizers. They had, however, apparently im- 
proved a good deal over the course of their invo-ve- 
ment in the movement; current levels of neurotic dis- 
tress were considerably lower than those reported for 
the period before joining, and a greater portion were 
now working for pay. , 

Furthermore, the leaders, who were more deeply in- 
volved and for a longer period of time than the other 
members, appeared to show greater improvement. 
Similar enhanced benefits have also been found among 
sponsors in AA, who experience higher rates of aksti- 
nence than nonsponsor long-term members (13). 
However, since these findings may also indicate that . 
Recovery members who benefit most from the group 
are more likely to stay involved, prospective studies, 
albeit difficult to execute, are clearly needed. (Four 
years after this study was conducted, longevity in the 
program was evaluated by surveying the original 
group leaders again. Retention rates were found tc be 
quite high. Of the 201 leaders, 186 [93%] were still in 
active attendance. Of the 155 other members, 49 
[32%] were known to be active, 64 [41%] were not 
known to be active at present but were known to have 
remained active for an average of 15.3 months, and 42 
[27%] had an outcome that could not be ascertained.) 

To what extent do members in Recovery experience 
a decline in their need for psychiatric treatment? The 
movement’s literature explicitly states that Recovery 
does not supplant the psychiatrist, physician, or other 
professional. It is noteworthy, however, that only a 
small portion of the group leaders were currently in- 
volved in professional therapy. Furthermore, their use 
of psychotherapy was at a much lower level relative to 
their use of somatic treatment than was the case for the 
other members, and their use of other community re- 
sources for psychological problems was also quite 
modest compared with that of the general members. 
Leaders apparently substituted their role of peer leader 
for the role of therapy patient. 

Recovery, AA, therapeutic communities for drug 
abuse treatment, consciousness raising groups, and 
even zealous religious sects all use group self-help for 
improved psychological well-being (4, 6). It is impor- 
tant to consider what common psychological mecha- 
nisms play a rcle in the operation of these organiza- 
tions. As evident in the responses reported here, 
Recovery elicits strong feelings of social cohesiveness 
toward other members, with an intensity comparable 
to that seen in a charismatic religious sect and a zeal- 
ous community-based self-help movement. Partici- 
pants in Recovery, like those in these other groups, are 
also strongly committed to their movement’s ideolcgy, 
with little evident ambivalence. 

Furthermore, responses to items reflecting affiliative 
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ties toward Recovery predicted an appreciable portion 
of the variance in respondents’ well-being and reported 
improvement since joining. Similar predictions were 
made by using responses from members of zealous re- 
ligious sects (14). Altogether, these observations sug- 
gest that Recovery members are more likely to benefit 
if they feel closely affiliated to the group and less likely 
to benefit if they are less committed. This relationship 
between commitment and improved affective status 
likely serves to reinforce the members’ continued com- 
mitment to the movement and use of its behavioral 
guidelines. 

In contrast to many other zealous groups, an addi- 
tional therapeutic factor comes into play for Recovery 
members, namely, a structured cognitive approach to 
help members deal with acute emotional distress. Re- 
covery members are taught this technique to ward off 
uncontrolled anxiety and depression and, importantly, 
this teaching is done in the context of intense mutual 
support. The consequent infusion of hope and oppor- 
tunity for identification with other practitioners likely 
provides strong support for the members’ attempts to 
apply the Recovery spotting paradigm when they are 
upset. 

The importance of the cognitive training in Recov- 
ery is compatible with other observations. In this 
study, items reflecting cohesiveness and ideological 
commitment alone predicted a smaller portion of the 
variance in members’ improvement than they did in 
zealous religious sects, where specific cognitive tech- 
niques for dealing with distress were not used (14). 
The value of cognitively based therapy has also been 
well demonstrated in the treatment of depression (15) 
and is also supported by observations of schizophrenic 
patients dealing with their own distress (16). 

Although intense group affiliation may provide emo- 
tional support for implementing cognitive therapy, 
such a vehicle can also present problems. For example, 
a zealous group may develop a harmful, idiosyncratic 
pseudoscience of its own and pursue a potentially 
countertherapeutic regimen, as Schizophrenics Anon- 
ymous did in its adherence to megavitamin therapy 
(10). The intense dependency engendered in zealous 
groups may also discourage members from graduating 
out of the group, a problem that has been imputed to 
Recovery (8). Furthermore, zealous groups often tend 
to ascribe grandiose powers to their leaders, and in 
some cases such leadership styles can yield serious psy- 
chiatric casualties (17). 
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In the balance, however, it appears that a movement 
such as Recovery can provide meaningful help to se- 
verely distressed patients while alleviating the need for 
concomitant professional care. Only a small portion of 
this organization’s members, however, are actually re- 
ferred by mental health professionals. This suggests the 
need for better understanding of such movements in 
the psychiatric community and for better ties between 
groups like Recovery and professional caregivers. 
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Social Supports in Relation to Physical Health and Symptoms 
of Depression in the Elderly 


Igor Grant, M.D., Thomas L. Patterson, Ph.D., and Joel Yager, M.D. 


The authors examined the relationship of social sup- 
Sorts to physical and psychological well-being in 118 
men and women 65 years old or older who were living 
independently in the community. Subjects with more 
symptoms of depression reported having fewer emo- 
tionally satisfying consistent supports from relatives, 
but those who had physical illnesses reported more 
supports from relatives. The authors conclude that al- 
though having fewer key supports may contribute to 
dysphoria, having a physical illness may mobilize 
meaningful support. They suggest that social supports 
and health outcomes be carefully defined so that pos- 
sible differential relationships between them can be un- 
derstood more specifically. 

(Am J Psychiatry 1988; 145:1254-1258) 








impoverishment of social support networks has been 

related to poor health (1-3). It has been suggested 
that effective social networks can buffer the effects of 
stress (4, 5), decrease psychological distress (6—8), and 
help maintain physical and mental well-being (9—11). 

Despite these generally positive findings, the social 
support literature does not agree on what features of 
social networks make them supportive. Some studies 
412, 13) focused on measures assessing the extent to 
which social supports fulfill specific functions. Paykel 
et al. (13), for example, studied a sample of women 
who had just given birth and found that their commu- 
nicating with their husbands had a buffering effect on 
worries, problems, and depressive symptoms. Other 
investigators (14, 15) have stressed the social network 
structure. For example, Warheit (14) used the number 
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of social connections available to subjects as a measure 
and found that depressed subjects reported having 
fewer supports. Similar findings have been reported by 
other authors (1) for a number of other psychological 
and physical outcomes. On the other hand, Miller et 
al. (16) found no relationship between number of sup- 
ports available and the presence of physical symptoms. 

The elderly are at risk to experience high-impact 
negative events, including multiple losses (17). Simul- 
taneously, some studies indicate that the quality (18, 
19) and quantity (20) of social supports among the 
elderly can be reduced. Social relations have beet re- 
ported (21, 22} to create more problems in some in- 
stances by increasing demands on the elderly. 

For several years we have been conducting a pro- 
spective inquiry with a group of subjects 65 years old 
or older who, at the beginning of the study, were all 
living independently in San Diego. We have been in- 
terested in the impact of changes in the social environ- 
ment of these subjects on their physical and psycho- 
logical health. In this report, we describe our efforts to 
relate quantity and consistency of and degree of satis- 
faction derived from social supports to symptoms of 
depression and physical illness in this elderly group. 


METHOD 
Subjects 


One hundred fifty elderly individuals were recruited 
through door-to-door mail card solicitation in neigh- 
borhoods of San Diego County identified through cen- 
sus tract data as having high concentrations of people 
65 years old or older. We accepted only independently 
living subjects into the study. Persons living in nursing 
homes, hospitals, or other protected settings were not 
solicited. We also excluded people who were too con- 
fused to participate meaningfully in an interview and 
those whose lack of proficiency in English would have 
posed a serious communication barrier. Beyond these 
restrictions, the first 150 subjects consenting to partic- 
ipate were enrolled and scheduled to be interviewed in 
their homes every 4 months over a period of 2 years. 
At the end of 2 years (seven interviews), 118 (79%) of 
the original cohort were still available for study. Of the 
original 150 subjects, 12 (8%) died during the fol- 
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low-up period and 20 (13%) dropped out of the study. 
Some of the dropouts were no longer willing to par- 
ticipate and others had moved out of the San Diego 
area. 

There were 83 women and 35 men in the final sam- 
ple. Their mean age was 71.8 years (range=65—92), 
and their mean educational level was 13.1 years 
(range=3-21). Eleven (9%) of the subjects were single, 
34 (29%) were married, 26 (22%) were divorced, and 
47 (40%) were widowed. One hundred sixteen (98%) 
of the subjects were white, and most were middle- 
class—the modal social position, based on Hollings- 
head’s two-factor index (23), was III. 


Social Support 


Information regarding each subject’s social supports 
was obtained by using a version of the Social Support 
Questionnaire developed by Schaefer et al. (24). This 
questionnaire was administered three times during this 
study: at the first interview, at the end of the first year, 
and at the end of the second year. There are two parts 
to this interviewer-administered questionnaire. Part 
one is made up of six questions dealing with such sit- 
uations as, “If you needed to borrow $100, to whom 
would you go?” Subjects are asked for the names of 
people to whom they would be likely to turn and their 
relationship to these people. Part two asks subjects to 
rate their level of satisfaction with those family and 
friends to whom they felt particularly close. Using a 
5-point scale (1=not at all, S=extremely), they rated 
their satisfaction with each of these individuals in two 
areas: information or guidance received and emotional 
support received. 

From responses to the social support interview it 
was possible to define four types of support and to 
qualify each type in terms of network size (number of 
supportive persons), satisfaction with the support re- 
ceived, and consistency of availability of a supportive 
person over a span of 2 years. 

The four categories of support were “thing giving,” 
“help giving,” “advice giving,” and “emotional sup- 
port giving.” Thing giving was concerned with mate- 
rial help, such as being able to borrow money or sup- 
plies. Help giving embraced practical assistance, such 
as being looked after while ill or following an accident. 
Advice giving referred to receiving information, guid- 
ance, or suggestions about a problem. Emotional sup- 
port giving concerned receipt of sympathy and having 
someone to share feelings with. 

Having defined these four types of support, we then 
considered the quantity, quality, and consistency of 
each type. Network size was determined from the 
number of names of persons listed on the question- 
naire at each interview. The satisfaction dimension 
was rated by subjects for two types of support, advice 
giving and emotional support giving, on the 5-point 
scale described earlier in this paper. To determine con- 
sistency, we first noted if a supportive person was 
listed during one, two, or three of the interviews and 
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TABLE 1. Types of Social Support and Size of Social Networks 
Reported by 118 Elderly Subjects Over 2 Years 











Individuals in Individuals in Individuals 
Friendship Kinship in Both 
Network Network Networks 
Type of Support Mean Range Mean Rarge Mean Range 
Thing giving 1.6 0-6 10 0-4 2.6 0-8 
Help giving 1.5 0-7 13 0-5 2.8 07 
Emotional support 
giving 2 0-11 25 OF 57 G15 
Advice giving 3.2 Q-11 25 0-7 56 0-14 
Total 4.5 0-13 28 08 73 0-18 


then calculated a mean consistency scoze ranging from 
0 (no supports listed) to 3 (all supports listed were 
reported in all three interviews). 

From information on consistency end satisfaction 
with emotional support received we created a compos- 
ite category that, for want of a better term, we have 
called “high-quality supports.” This score represents 
the number of supportive persons wko fulfilled two 
criteria: 1) high consistency (listed in at least two of the 
three interviews) and 2) high emotional support satis- 
faction score (a score of 4 or more). 


Health Indicators 


We used three measures of physical and psycholog- 
ical health. First, we obtained an inter.m medical his- 
tory every 4 months over the 2-year period. This 
guided interview was in the form of a “review of 
systems.” A score based on the number of physical 
symptoms reported in the preceding ¢-month period 
was then computed. Additional data were gathered ón 
medications prescribed, doctor visits, diagnostic pro- 
cedures received, and possible hospitalizations in the 
4-month interim. These data, coupled with the review 
of symptoms, allowed a clinician (I.G.) to rate each 
subject’s health during the period in question accord- 
ing to three presumptive categories: healthy, border- 
line (symptoms and signs of an illness were present but 
were either under good control, such s hypertension 
tréated by diet and diuretics, or not severe in nature, 
such as mild to moderate osteoarthritis treated by non- 
steroidal analgesics), and not healthy (clear evidence of 
substantial physical disease exceeding zhe mild symp- 
toms and signs allowable for borderline). We assessed 
psychological health with the 53-item Brief Symptom 
Inventory (25, 26), a version of the Hopkins Symptom 
Checklist. For the purposes of this study, we computed 
a score for the depression factor for each subject. 


RESULTS 
Our subjects had larger networks of friends (friend- 
ship networks) than networks of relativzs (kinship net- 


works), particularly in the categories of emotional sup- 
port and advice giving (see table 1). Our subjects also 
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TABLE 2. Satisfaction 'Nith Advice and Emotional Support, Con- 
sistency of Support, and Number of High-Quality Supports Re- 
ported by 118 Elderly Subjects Over 2 Years 








Friendship Kinship 

item Network Network Total 
Rating of satisfaction with advice 

given? 1.9 2.3 2.1 
Rating of satisfaction with . 

emotional support given? 2.8 3.7 3.6 
Consistency of support over 2 

years (three interviews) 1.4 1.6 1.6 
Number of high-quality supports! 

Mean 0.7 1.1 1.8 

Range 0-5 0-5 0-6 


*0=not at all satisfied; 5=extremely satisfied. 

Same supports listed in three interviews=3; no supports listed in 
any of the interviews=0. 

“These supports were listed in at least two of the three interviews and 
given a score of at least 4 on the rating scale for satisfaction with 
emotional support given. 


expressed greater satisfaction with emotional supports 
than with supports in the form of advice (see table 2). 
Relatives received higher ratings in both areas than did 
friends (see table 2). Relatives were slightly more likely 
to be listed consistently than friends (see table 2). 

There were more high-quality supports in kinship 
networks than in friendship networks in this sample 
(see table 2). Comparison of these figures with those 
for total number of social supports in table 1 suggests 
that about one-third of relatives and one-sixth of 
friends fulfilled the criteria for being a high-quality 
support. 

We examined the different dimensions of social sup- 
port in relation to two types of physical outcomes— 
reports of physical symptoms in the 4-month interim 
and clinician ratings of not healthy. 

There was no significant correlation between any of 
the measures of social support and total symptom 
counts from the interim medical history based on a 
multiple regression analysis in which number of high- 
quality-support relatives, number of high-quality- 
support friends, total support network size, number of 
threatening life events, age, gender, marital status, and 
income were the predictor variables. When the regres- 
sion was repeated entering physical symptom score at 
the beginning of the study as well, a significant equa- 
tion resulted (multiple R=0.59, F=52.96, df=1, 96, 
p<0.001), but only initial symptoms were significantly 
related to outcome symptoms. Thus, self-report of 
physical complaint was not significantly associated 
with any measure of social support in this ambulatory 
elderly sample. 

_ There were significant differences in social supports 
between subjects classified by the clinician as not 
healthy and those classified as healthy. Table 3 shows 
the mean+SD number of individuals in kinship net- 
works who gave advice or who were rated as high- 
quality supports in relationship to the three clinical 
classifications. Subjects defined by the clinician as hav- 
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TABLE 3. Size of Kinship Networks Providing Advice or Rated as 
High-Quality Supports by 118 Elderly Subjects Classified as Medi- 
cally Healthy, Borderline, or Not Healthy 


Individuals in 





Individuals in Kinship 
Kinship Network 
Network Who Were 
Who Gave High-Qual_ty 
Advice“ Supports? 
Medical Classificat:on Mean SD Mean 5D 
Healthy (N=32) 2.30 1.22 0.91 1.06 
Borderline (N=48) 2.18 1.20 1.40 1.35 `> 
Not healthy (N=10) 3.34 0.77 2.00 1.05 


*F= 4.10, df=2, 87, p=0.02. 
These supports were listed in at least two of the three interviews 
and given a score of at least 4 on the rating scale for satisfaction 
with emotional support given; F=3.44, df=2, 87, p=0.04. 


ing clear evidence of an active physical disease re- 
ported significantly more advice-giving relatives gen- 
erally and more high-quality-support relatives in 
particular. 

A multiple regression was used to model the rela- 
tionship between depressive symptoms (measured by 
the depression score from the Brief Symptom Inven- 
tory at the 2-year point) and several psychosocial and 
demographic variables. The predictors included num- 
ber of high-quality supports from relatives, number of 
high-quality supports from friends, total support net- 
work size, threatening life events score, age, gender, 
marital status, and income. 

The results of the stepwise multiple regression 
showed that approximately 6% of the variability in the 
depression score could be accounted for by the predic- 
tors (multiple R=0.24, F=4.02, df=1, 96, p<0.95). 
Of the predictor variables, only number of high-qual- 
ity-support relatives made a significant contribution. 
This analysis indicates that our sample reported fewer 
important supports from relatives if they were experi- 
encing more symptoms of depression. 

An additional stepwise regression controlling for 
Brief Symptom Inventory depression score at baseline 
and the same independent variables was run to deter- 
mine whether change in symptom level could be pre- 
dicted. In this case, we were not able to explain sig- 
nificant percents of variance in follow-up depression 
scores on the basis of our independent variables, 
other than baseline depression score, which accounted 
for virtually all of the shared variance. (Using for- 
ward selection, initial depression score entered first, 
yielded a multiple R of 0.64; all other variables com- 
bined increased the multiple R to 0.67. Most of the 
remaining 3% of varidnce was carried by the reduced 
number of high-quality-support relatives.) In sum, 
these analyses suggest that current level of depressive 
symptoms (but not change in these over time) is related 
to number of high-quality-support relatives: those sub- 
jects reporting more symptoms acknowledged fewer 
such supports. 
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DISCUSSION 


Many studies have shown that there is a significant 
association between different measures of social sup- 
port and indexes of psychological health (27). With 
specific reference to affective symptoms, there is con- 
siderable evidence that reduction in both amount and 
qualitative features of social support is associated with 
increased depression (2, 28-31). Our results, which 
indicate more self-reports of depression in subjects 
with fewer important supports from relatives, are gen- 
erally consistent with the research cited. What may be 
new in our findings is the specific characteristic of so- 
cial support that appears to be salient—that is, reduc- 
tion in intimate, supportive relatives rather than a gen- 
eral, nonspecific reduction in supports of all kinds. 
Our findings contrast with those of Henderson et al. 
(15), who found a reduction in diffuse social contacts 
but not in contacts with close relations of depressed 
elderly. At the same time, our inferences accord well 
with the suggestion of Ingersoll and Antonucci (un- 
published 1983 paper) that support from family mem- 
bers is more important than support from friends 
when predicting health change. Further prospective 
studies with samples of elderly subjects are warranted 
to determine if lack of high-quality supports is causally 
related to depressive symptoms or if subjects with de- 
pressive symptoms, because of reduced social compe- 
tence, are less able to muster adequate supports. 

Our data in regard to physical health might at first 
glance appear counterintuitive. We found no associa- 
tion between different self-report measures of physical 
health and social support; at the same time, subjects 
who were classified by a clinician as having a medical 
illness appeared to have more high-quality support 
than those who were classified as healthy. 

A closer inspection of the literature on physical 
health and social support does not reveal as much una- 
nimity in findings as does the literature on psycholog- 
ical symptoms. Although there appears to be a link 
between reduced support and mortality (32), the rela- 
tionship between reduced support and physical illness 
and physical symptoms has been more variable (33). 
For example, one well-designed study (10) found a 
relationship between reduced social support and phys- 
ical symptoms, while another (24) reported no associ- 
ation between physical symptoms and support, despite 
finding a positive relationship between support and 
psychological well-being. 

We believe that our data point to the importance of 
moving from analyses predicated on viewing social 
supports and health outcomes as global constructs 
toward the direction of particularizing the quantity, 
quality, and, more importantly, the source of social 
support in relation to discrete outcomes. Our data in- 
dicate that intimate supportive relationships with im- 
portant relatives may represent one critical dimension 
in social support. It appears that elderly subjects who 
are living in the community and who were not selected 
on the basis of having psychopathology have the ca- 
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pacity to secure more social supports at times of ill- 
ness. Our data do not allow us to sort out whether 
there is an actual increase in number of high-quality 
supports from important relatives or whether the per- 
ception of such supports is enhanced as a result of the 
stress of being ill. 

In summary, we have presented data indicating that 
social supports may be related differentially to physical 
and psychological health status in an elderly sample. A 
reduction in consistent supports from important rela- 
tives may be associated with more symptoms of de- 
pression. At the same time, subjects who have an active 
physical illness appear to have the benefit of enhanced 
social support from those same sources. 
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Perceived Personal Networks as Mediators 
of Stress Reactions 


Peter Steinglass, M.D., Eli Weisstub, M.D., and Atara Kaplan De-Nour, M.D. 


The evacuation of an Israeli community in the Sinai 
peninsula afforded an unusual opportunity to study 
the longitudinal relationships between personal net- 
work characteristics and psychosocial adjustment. 
Friendship network characteristics proved highly sta- 
ble longitudinally but were poor predictors of long- 
term adjustment. The kinship network characteristics 
before relocation were better predictors, despite the 
fact thai kin were not actually present in the commu- 
nity before relocation. These data support a hypothesis 
that the perception of social embeddedness rather than 
the actual availability of social supports mediates re- 
actions to stressful life events. 

(Am J Psychiatry 1988; 145:1259-1264) 


S tudies of the relationship between social supports 
and stressful life events have suggested at least 
three ways in which social supports influence the inci- 
dence and course of stress-related disorders. First, so- 
cial supports may serve a “buffering” role in attenuat- 
ing the potential impact of stressor events (1, 2). 
Second, social supports may contribute more generally 
to improved health, placing individuals in better posi- 
tions to cope with stressful events (3, 4). Third, social 
supports may play a preventive role in reducing the 
number of stressful events to which the individual is 
exposed (5, 6). 

Of these three areas, the stress-buffering potential of 
social supports has received the most attention and 
endorsement (7—9). However, reviews of this literature 
(10-13) have contended that many of the frequently 
cited studies pertinent to the stress-buffering hypothe- 
sis are flawed by serious methodological difficulties. In 
particular, reviewers have expressed concern about a 
paucity of longitudinal studies and designs controlling 
for environmental variables that might potentially con- 
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found interpretations of the main effect relationships 
between social supports and adjustment variables. 

One strategy that has proven effective in this regard 
is the use of naturally occurring events such as disas- 
ters or politically motivated migrations to examine the 
longitudinal variance in stress-related disorders for 
populations exposed to the same stressor event (14, 
15). In this paper we will report findings from one such 
study—a longitudinal study of the psychosocial conse- 
quences of the forced evacuation of the Israeli Sinai 
community of Ophira. 

Ophira (Sharm-el-Sheik in Arabic) was a small Is- 
raeli Sinai community that was disbanded in March 
1982 as part of the Israeli evacuation of the Sinai sec- 
ondary to the Camp David accords with Egypt. Estab- 
lished as a civilian community in 1972, Ophira was 
primarily populated by families who had come there 
motivated by a pioneering spirit of building a town in 
the desert. Three aspects of the Ophira situation made 
it unusually well suited to a study of the relationships 
between social support characteristics and psychoso- 
cial adjustment to a stressful life event. 

First, the town was geographically quite isolated. 
Located at the southernmost tip of the Sinai peninsula, 
it was 200 miles from the nearest Israeli town of any 
size (Eilat), Thus, the community was both physically 
and psychologically self-contained. 

Second, living conditions were highly uniform for 
residents in the community. All residents lived in a 
single housing complex and had access to the same 
support facilities: the town had one school, one med- 
ical clinic with one physician and one nurse, and one 
shopping center. Thus, the social environment was un- 
usually homogeneous, which can be viewed as a built- 
in control of the environmental variables that existed 
before relocation. 

Third, the community was not relocated as a unit. 
After relocation, residents were widely distributed 
throughout Israel in both urban and rural settings. 
Thus, the move was from a single, relatively homoge- 
neous social environment to multiple, highly variable 
living conditions. 

In our study, a sample of Ophira residents was first 
evaluated 6 weeks before the final evacuation of the 
town and then reassessed 2 years after relocation. In a 
previous paper (16), we reported findings from cross- 
sectional analyses of the before-relocation data alone. 
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These findings, which included multivariate analyses 
of the relationships between resource and adjustment 
variables examined in the study, indicated that the per- 
sonal network characteristics of these subjects were the 
best predictors of their social adjustment before relo- 
cation. In the present paper we will focus on the rela- 
tionship between these earlier findings and findings 
from the 2-year follow-up after relocation of these 
same subjects. 


METHOD 


The overall design of the study included two periods 
of data collection: a before-relocation period (6 weeks 
before the final evacuation) and an after-relocation pe- 
riod (2 years after the evacuation). In the before-relo- 
cation period, data were collected from 66 adult mar- 
ried individuals (31 men and 35 women) who were 
heterogeneous regarding age, ethnic background, edu- 
cational level, and occupational status. Of these 66 
individuals, 36 were in husband-wife pairs (18 pairs) 
and 30 were individuals whose spouse was unavailable 
curing the before-relocation interview. 

In the after-relocation period, data were collected 
only from the 18 husband-wife pairs (36 individuals) 
interviewed during the before-relocation period be- 
cause time and funding constraints precluded reinter- 
viewing the full sample. However, all 18 of the before- 
relocation husband-wife pairs participated in the 
follow-up interview, and t tests comparing the 36 in- 
dividuals included in the follow-up with the 30 sub- 
jects not included indicated that the two subsamples 
were comparable along all relevant variables, includ- 
ing demography, personal network characteristics, and 
before-relocation acjustment. 

For both data collection periods a series of question- 
naire instruments was used to assess personal network 
characteristics, individual coping styles, and aspects of 
psychosocial adjustment at the time of the interview. 
The follow-up also included a clinical diagnostic inter- 
view. In this report, we will focus on the interrelation- 
ships that emerged between characteristics of the sub- 
jects’ perceived kinship and friendship networks and 
two frequently cited indexes of “reaction” phenomena 
to stressful life events—nonspecific psychological dis- 
tress and social adjustment. Only the instruments used 
to collect these data will be described here. 

A self-report social network inventory (17) was used 
to assess the size of subjects’ kinship and friendship 
networks, Subjects were asked to define the composi- 
tion of their kinship networks by listing up to 12 rel- 
atives living outside the nuclear family household. 
They were asked to define their friendship networks by 
listing up to 18 friends or other individuals (neighbors, 
co-workers, etc.) who were “important to you.” Sep- 
grate lists were filled out at each data collection period. 

The demoralization scale from the Psychiatric Epi- 
demiology Research Interview (PERI) was used to as- 
sess psychological distress for both the before- and af- 
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ter-relocation data collection periods (18). Although 
the PERI includes a series of items used to generate 
traditional psychiatric symptom scales, Dohrenwend 
et al. (18) have suggested that a number of the PERI 
subscales can also be combined to reflect the overall 
level of nonspecific psychological distress, a measure 
they call the ‘“demoralization” scale after the conc2pt 
introduced by Frank (19). The PERI demoralizat:on 
scale is highly analogous to other widely used meas- 
ures of nonspecific distress, such as the Langner Scale 
(20) and the general health index from the SCL-90 
(21). 

Social adjustment was assessed by using the Social 
Adjustment Scale—Self-Report (22). Our version of 
this instrument included all items intended to assess 
affective and instrumental performance in four major 
social role areas: work, social and leisure activit-es, 
marriage, and child care activities. In addition, a zu- 
mulative index (total score) of adjustment across all 
four areas was calculated. 


RESULTS 


Data analyses were designed to address three central 
questions relevant to the relationships between per- 
sonal network characteristics and adjustment to the 
stresses associated with the forced relocation: 1) How 
stable were the personal network characteristics end 
levels of psychosocial adjustment in the face of this 
stressful event cf major disruptive potential? 2) Waat 
were the cross-sectional interrelationships between 
personal network properties and psychosocial adjust- 
ment for each of the data collection periods? and 3) 
What was the relative power of personal network 
characteristics as predictors of current and long-term 
psychosocial adjustment to a stressful life event? 


Stability of Network and Adjustment Variables 


The findings regarding stability of personal network 
sizes and psychosocial adjustment variables across the 
two data collection periods are presented in table 1. 
These findings can be summarized as follows: 1) Over- 
all levels and within-group stability of psychological 
distress (demoralization) were virtually unchanged at 
2-year follow-up compared with their before-reloca- 
tion levels (a period of presumed intense stress). 2) 
Overall level of social adjustment had improved at fol- 
low-up, but this improvement was almost entirely ac-. 
counted for by reports of better adjustment in work 
relationships. 3) Although mean sizes of perceived kin- 
ship and friendship networks at follow-up were ccm- 
parable to those reported before the relocation, corre- 
lation coefficients indicated much higher stability for 
friendship (r=9.48) than for kinship (r=0.15) network 
SIZES. 

Three aspects of these findings make them of par-ic- 
ular interest. First, the lack of change in mean levels of 
psychological distress and social maladjustment (2x- 
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TABLE 1. Social Networks and Psychosocial Adjustment Before and After Relocation of Israelis Evacuated From Their Homes 




















Before 
Number of __ Relocation _ After Relocation Change Stability 

Variable Subjects Mean SD Mean SD t df r df 
Size of kinship network 33 7.79 3.51 7.70 3.31 0.12 32 0.15 32 
Size of friendship 

network 31 8.74 5.42 8.06 5.63 0.67 30 0.48° 30 
Score on PERI 

demoralization 

subscale 36 1.27 0.81 1.28 0,94 —0.06 35 0.74» 35 
Total score on Social 

Adjustment Scale— 

Self-Report 36 1.99 0.61 1.73 0.93 2.713 35 0.525 35 
Work subscale 19 2.63 1.48 1.66 0.66 3.00° 18 0.31 18 
Social relations 

subscale 36 1.93 0.68 2.11 0.93 -1.21 35 0.45° 35 
Marriage subscale 35 1.69 0.50 1.76 0.61 -0.79 34 0.59” 34 
Children subscale 34 1.69 0.65 1.73 0.47 —0.98 33 0.18 33 

ap<0.01. 
5»<0.001. 


cept for work relations) suggests that the reactions to a 
stressful life event like a forced geographical relocation 
are long-lasting, not transient. (Clinical impressions of 
subjects’ functioning obtained at the time of follow-up 
interviews were consistent with self-report findings 
from the PERI and Social Adjustment Scale—Self-Re- 
port questionnaires.) Further, the correlation coeffi- 
cients of 0.74 for demoralization and 0.52 for total 
Social Adjustment Scale-—Self-Report scores before 
and after relocation suggest that levels of psychosocial 
adjustment at the time of the stressful life event are 
highly reliable predictors of adequacy of adjustment 2 
years later, despite the widely differing social environ- 
ments and life experiences of these subjects during the 
intervening time. 

Second, regarding the relative stability of friendship 
network sizes, the individuals listed by each subject 
tended to be quite different from one time period to 
the next. As might be expected, the lists before reloca- 
tion predominantly included other Ophira residents. 
The lists after relocation rarely included more than one 
or two of the same people. Instead, friends and ac- 
quaintances from the new community were listed. 
Thus, stability of friendship networks in this sample 
refers only to the size of the network, not to the actual 
friends. 

Third, the kinship network findings are of interest 
for the opposite reason. The subjects moved from a 
situation in which they were geographically far re- 
moved from relatives and had very little meaningful 
contact with them to a situation in which they were 
again in reasonable proximity to their extended kin. 
The low correlation coefficient suggests that this shift 
was associated with a highly variable reappraisal after 
relocation of the size of the meaningful kinship net- 
work, Some subjects maintained their before-reloca- 
tion views, but almost as many made major alterations 
in these views. 
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Cross-Sectional Network Versus Adjustment 
Relationships 


The cross-sectional relationships between network 


‘and adjustment variables (summarized in table 2) in- 


dicated that before relocation, there were stronger as- 
sociations between kinship network size and adjust- 
ment but that after relocation, friendship network size 
was most strongly correlated with psychosocial adjust- 
ment. Further, although the association between net- 
work characteristics and the social relationships sub- 
scale of the Social Adjustment Scale—Self-Report 
before relocation were particularly strong, the friend- 
ship network size after relocation was strongly corre- 
lated with every measure of psychosocial adjustment 
included in the study. 

Thus, when the subjects had their friendship net- 
works readily available but were at considerable geo- 
graphical distance from extended kin (i-e., when they 
were still in Ophira), the perceived size of their kinship 
networks, paradoxically, was stronger than that of 
their friendship networks in its association to level of 
adjustment. On the other hand, when subjects had re- 
located and were presumably in a position of greater 
access to extended kin, the perceived size of their kin- 
ship networks was far less powerfully associated with 
adjustment than was the perceived size of their friend- 
ship networks. 


Personal Networks as Predictors of Long-Term 
Adjustment 


An extrapolation of the patterns of cross-sectional 
relationships between network and adjustment varia- 
bles described here, combined with the findings re- 
ported earlier in this paper that levels of adjustment 
before relocation predict long-term adjustment levels 
after relocation, suggests that before-relocation net- 
work characteristics may also be predictors of long- 
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TABLE 2. Cross-Sectional Bivariate Correlations Between Psychosocial Adjustment and Social Networks Before and After Relocation cf Is- 
raelis Evacuated From Their Homes 





Before Relocation After Relocation 


























Size of Kinship Size of Friendship Size of Kinship Size of Friendship 
. ak Network Network Network Network 
Psychosocial Adjustment ————— a ee a 
Variable r df r df r df r df 
Score on PERI demorali- 7 : 
zation subscale —Q,32" 32 ~0.20 30 ~0.16 35 -0.47 35 
Total score on Social 
Adjustment Scale— 
Self-Report ~0.35" 32 ~0.29 30 0.23 35 ~0.52° 35 
Work subscale —0.21 26 -0.07 24 -0.27 22 —0.40° 22 
Social relations 
subscale ~0.44° 32 ~0.48° 30 0.13 35 —0.46° 35 
Marriage subscale ~0.24 31 -0.28 29 —0.38" 35 —0.49° 35 
Children subscale ~0.09 30 ~0.29 28 ~—0.29° 35 —0.43> 35 
*9<0.05. 
*)<0.01. 
“p<0.001, 


TABLE 3. Longitudinal Zero-Order and Partial-Order Correlations? Between Psychosocial Adjustment and Social Networks Before and Af- 
ter Relocation of Israelis Evacuated From Their Homes 





Variable After Relocation 


Score on PERI 
Demoralization 





Total Score on 


Size of Kinship Size of Friendship Social Adjustment 











Network Network Subscale Scale—Self-Report 
Variable Before Relocation r df r df r df r df 
Size of kinship network 
Zero-order correlation 0.15 32 0.32° 32 —0.24 32 -0.41° 32 
Partial-order correlation —0.11 26 —0.16 26 ~0.16 26 —0.24 26 
Size of frieridship network 
Zero-order correlation 0.24 30 0.48° 30 —0.10 30 —0.29 30 
Partial-order correlation 0.16 26 0.43° 26 0.12 26 ~0.06 26 
Score on PERI demorali- 
zation subscale 
Zero-order correlation 0.24 35 —0.43° 35 0.744 35 0.545 35 
Partial-order 
cortelation -0.14 26 —0.13 26 0.654 26 0.29 26 
Total score on Social 
Adjustment Scale— 
Self-Report 
Zero-order correlation —0.41° 35 -0.47° 35 0.519 35 0.524 35 
Partial-order 
correlation -0.39° 26 —0,.27 26 ~0.18 26 0.09 26 
pPartial-order correlations controlled for all before-relocation variables other than the variable of interest. 
p<0.05. 
*p<0.01, 
45<0.001. 


term adjustment. A series of correlational analyses was 
therefore performed to examine the longitudinal inter- 
relationships between personal network sizes and meas- 
ures of psychosocial adjustment before and after relo- 
cation. Because of anticipated colinearity between var- 
iables, partial-order as well as zero-order correlations 
were performed, 

The results of these analyses, as summarized in table 
3, point to four main findings. 1) The longitudinal 
association between network size and psychological 
adjustment (nonspecific distress as measured by the 
PERI demoralization scale) was for the most part sub- 
stantially weaker than that between network size and 
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social adjustment. 2) As a predictor variable, kinship 
network size before relocation was a more powerful 
predictor of social adjustment after relocation than 
was friendship network size before relocation. 3) The 
zero-order correlations between network chatacteris- 
tics before relocation and long-term adjustment were 
not as strong as those between adjustment levels before 
and after relocation. 4) Partial-order correlations con- 
firmed the considerable degree of colinearity that ex- 
isted between before-relocation variables and after-re- 
location adjustment. A substantial proportion of the 
variance in social adjustment after relocation, how- 
ever, could be attributed to the subjects’ perceived kin- 
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ship sizes before relocation (the partial-order r of 
—0.24 had a p value of 0.07). 


DISCUSSION 


Although there is general agreement that the char- 
acteristics of one’s social networks are associated with 
adequacy of adjustment to stressful life events, widely 
differing explanations have been offered to explain this 
association. For example, one popular hypothesis 
holds that social networks are properties of the envi- 
ronment itself (5, 23)—that what counts is the actual 
availability of social supports in the community. A sec- 
ond, contrasting hypothesis proposes a more “pro- 
active” role for individuals (or families) in shaping 
their own personal networks (11, 24-26). Here the 
final shape of social networks is thought to be largely 
determined by individual personality characteristics 
rather than by characteristics of the environment per 
se. Yet a third view holds that what is being measured 
in the standard social network inventory is a person’s 
perceived social networks (27) and that this perception 
or personal construct about one’s social environment 
(28) is the relevant determining factor of ultimate ad- 
justment to the stressful event. 

We feel that our study, because of its longitudinal 
design and the properties of the community before re- 
location, offers a unique opportunity to disentangle 
environmental from personal characteristics in explor- 
ing these questions. In this regard, how might the find- 
ings presented in this paper best be interpreted? At 
least two aspects of the data argue for the “proactive” 
view of how personal networks are constructed and 
function in stressful situations. 

First, there is the finding that the friendship network 
sizes remained highly stable before and after reloca- 


tion, although the actual people in the networks had, 


changed. Thus, subjects appeared to have constructed 
new friendship networks of a size comparable to their 
Ophira networks, even though their new communities 
were often dramatically different from the Ophira set- 
ting, suggesting that subjects tended to shape the na- 
ture of their networks rather than being influenced by 
the characteristics of the environment itself. 

Second, of the two types of perceived networks, the 
kinship network size before relocation was the better 
predictor of both current and long-term adjustment. 
This finding is of particular interest because very few 
subjects actually had relatives living in Ophira. Thus it 
might be argued that kinship network size before re- 
location was the most “uncontaminated” version of 
the subjects’ internal construction of their personal so- 
cial networks. If this interpretation is correct, it means 
that this internal sense of social embeddedness, more 
than the actual availability of people (and the social 
supports they presumably provide), is the relevant de- 
terminant of adequacy of adjustment to an event like a 
forced relocation. 

Although our findings support the view that per- 
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ceived personal networks are primarily products of in- 
dividuals’ styles of interacting with their environments, 
the data also indicate that personal networks are at 
best only modest predictors of current and long-term 
psychosocial adjustment. Although the considerable 
colinearity that existed between network and adjust- 
ment variables across the two data collection time pe- 
riods makes interpretation of findings hazardous, the 
mediating effect of personal network sizes was statis- 
tically nonsignificant when analyses accounted for 
variance in adjustment scores before relocation. These 
longitudinal data might even suggest that network 
characteristics are best viewed as yet another index of 
adequacy of overall adjustment rather than a funda- 
mental resource for stress management. 

Of course, it can be argued that the network char- 
acteristic used in our analyses—size—was too superfi- 
cial to adequately test a stress-buffering hypothesis. 
For example, since social networks and social supports 
are not necessarily synonymous (11, 29), it might well 
be that had we assessed either the characteristics of the 
actual people listed in the network (e.g., their status in 
the community) or specifics of the support received 
(e.g., financial or emotional), we might have found a 
more powerful impact of these dimensions on long- 
term adjustment (30, 31). 

We do not contend that our results are generalizable 
to all types of stressful relocation events (32). For ex- 
ample, refugee and immigration situations, with their 
high degree of cultural and physical disruption, might 
well place far greater demands on psychological re- 
sources, making the availability and continuity of so- 
cial supports a more important factor in successful ad- 
justment (33). Further, the Ophira situation entailed 
an anticipated relocation. In this sense it was analo- 
gous to many politically instigated relocations (e.g., 
urban renewal (32, 34]) but possibly different from 
disaster-instigated relocations (14, 15), where social 
supports have been prominently mentioned as buffers 
against stress reactions. 

Nevertheless, of the variables measured in the 
Ophira study, the level of demoralization before relo- 
cation proved to be by far the best predictor of long- 
term adjustment after relocation. Thus, it would ap- 
pear that one way stress-mediating variables may 
affect long-term adjustment is through their influence 
on levels of demoralization (that is, the subjective sense 
of nonspecific psychological distress) at the time the 
stressful life event is unfolding. In this regard, the as- 
pects of personal networks assessed in this study 
seemed to play only a modest role. 
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The authors studied the social networks and psycho- 
pathology of 168 patients with diagnoses of substance 
abuse. Small network size was correlated with high- 
er scores on the Modified Michigan Alcohol-Drug 
Screening Test, higher symptom reports on the SCL-90 
and the Beck Depression Inventory, and more ob- 
served psychopathology according to the Brief Psychi- 
atric Rating Scale. Larger network size was correlated 
with better functioning according to the Global As- 
sessment Scale and DSM-III axis V. The authors con- 
clude that such symptom complexes as paranoia and 
phobia may undermine the social networks of sub- 
stance abusers more than such symptom complexes as 
anxiety and depression. 

(Am J Psychiatry 1988; 145:1265-1269) 





S tudies of social networks among patients with psy- 
chotic disorders, depression, different medical dis- 
orders, and psychosocial crises (1—5) have indicated 
that larger, more stable social networks moderate the 
adverse consequences of extensive life change, family 
illness, bereavement, and unemployment. Schizophre- 
nia and major depression produce a significant decline 
in the social network during their courses (6, 7). Mid- 
dle-class alcoholics in treatment were observed to have 
a slightly smaller-than-normal network size (mean— 
18.4), but their social network size was not signifi- 
cantly different from that of control subjects (8). Her- 
oin addicts in treatment were found to have smaller 
mean network sizes in two studies (9). Optimal recov- 
ery from psychiatric disorders is correlated with social 
support (10, 11). This has led to increasing focus on 
the social network as a therapeutic resource (12). 
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This study was undertaken to assess the demo- 
graphic and clinical correlates of social network size 
among substance abusers. The relationship between 
psychopathology and network size was of special in- 
terest because former studies have produced conflict- 
ing data on this topic (7, 13). We hypothesized that 
social networks among substance abusers would be 
small in association with the following factors: longer 
duration of alcohol use, shorter pretreatment periods 
of abstinence, more substance abuse symptoms and 
associated problems, greater psychopathological 
symptoms by patients’ self-reports, more psychopa- 
thology manifested during the psychiatric interview, 
poorer global ratings of psychosocial function, and 
higher levels of recent psychosocial stress events. In 
particular, we hypothesized that small social networks 
would be associated with greater depression (due to 
social withdrawal), greater paranoia (due to suspi- 
ciousness and hostility toward others), and greater 
cognitive dysfunction (due to social impairment from 
poor reality testing). 


METHOD 
Sample 


The 168 patients in the study all had diagnoses of 
substance abuse. They came from diverse sources, in- 
cluding self-referral; referral by physicians, social 
workers, counselors, social agencies, psychiatric and 
alcohol-drug treatment facilities, and courts; and con- 
sultations from elsewhere in our university medical 
center. At the time of data collection, subjects had not 
yet entered treatment; most were in a crisis or acute 
stage of their problem. Data were not collected from 
subjects while they were intoxicated, withdrawing 
from the substance of abuse, psychotic, or medically 
ill. Subjects were consecutive voluntary patients who 
came to our program for assessment and possible 
treatment. Five subjects who did not provide social 
network data were dropped from the study. All sub- 
jects included in the study consented to participation 
after the nature of the study had been explained to 
them. 

Most of the patients were young (meantSD age= 
29.9+10.8 years; median=27.1 years), white (N= 
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160—95%), never married (N=97—58%), and high 
school graduates (mean+SD number of years of edu- 
cation=12.5+2.7; median=12.2). The sex ratio of 
men to women was 1.2:1.0; there were 92 men and 76 
‘women. Current DSM-III substance abuse diagnoses 
in this sample included abuse of or dependence on 
alcohol (N=128), cannabis (N=55), opioids (N=18), 
amphetamine (N=15), sedatives (N=11), cocaine 
‘N=7), hallucinogens (N=2), and mixed drugs (N= 
36). Eighty-five (51%) of the patients had more than 
one substance abuse diagnosis. 


Research Instruments 


Social networks were assessed as a routine part of 
patient evaluation by trained interviewers (nurses or 
social workers) using Pattison’s social network in- 
strument (14). On the basis of the experience of one 
of us (J.W.) (7), we believe that the reliability and va- 
lidity of this instrument is high, although formal reli- 
ability or validity studies of it have not been under- 
taken. Pattison’s method involves inquiry on two 
dimensions of social networks: 1) the number of per- 
sons in the patient’s intimate social network (i.e., those 
persons who are emotionally significant to the individ- 
uals and an important part of their lives) and 2) the 
number of separate plexus groups (i.e., family or 
4ousehold members, relatives, friends, co-workers, 
aelpers, and others, such as people who have died and 
pets). Other elements of the Pattison schema (e.g., rec- 
iprocity and connectedness) were not addressed in this 
study. 

The patients’ substance abuse pathology was as- 
sessed by determining the number of days of sub- 
stance use in the last year, the lifetime number of years 
of substance use, the longest period of abstention in 
zhe last year and in the last 5 years, and 11 measures 
of previous treatment for substance abuse. Tobacco 
and caffeine were not included in measures of use or 
abstention, but separate data were collected on to- 
bacco and caffeine use within the last year. The self- 
rated Michigan Alcoholism Screening Test (MAST) 
(15), modified to elicit drug-related as well as alcohol- 
related symptoms, was administered. Appendix 1 
lists the 25 items and scores for the modified instru- 
ment, the Modified Michigan Alcohol-Drug Screening 
Test. 

The patients’ perceptions of their symptoms were 
assessed by two self-rating scales, the SCL-90 (nine 
subscales) and the Beck Depression Inventory. After 
a psychiatric interview, the psychiatrist completed the 
Global Assessment Scale (GAS) (16), the Brief Psychi- 
atric Rating Scale (BPRS), the Hamilton Rating Scale 
for Anxiety, the Hamilton Rating Scale for Depres- 
sion, the DSM-III axis IV scale (stressors in the last 
year), and the DSM-III axis V scale (coping in the last 
year). 
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TABLE 1. Size of Social Networks of 168 Patients With Diagnoses 
of Substance Abuse 








Patients 
Social Networks N % 
Number of individuals in network 
0-9 134 80 
10-19 27 16 
20-29 5 3 
30-39 2 1 
Number of plexus groups in network" 
0 11 7 
1 33 20 
2 47 28 
3 41 24 
4 25 15 
5 9 5 
6 2 1 





^A plexus group is a group of family or household members, rela- 
tives, friends, co-workers, helpers, or others (such as people who 
have died or pets). 


RESULTS 
Social Network and Demographic Characteristics 


The size of social networks of the 168 subjects is 
shown in table 1. The mean+SD number of individu- 
als in the subjects’ social networks was 6.7+5.9 per- 
sons per subject (median=5.3; range=0—33), The 
mean+SD number of plexus groups was 2.4+1.3 
groups per subject (median=2.4; range=0-6). 

The number of individuals in the social network and 
the number of plexus groups were not significantly 
associated with subjects’ age, sex, years of educat-on, 
marital status, or employment. 


Social Network and Substance Abuse 


As shown in table 2, high Modified Michigan Alco- 
hol-Drug Screening Test scores were correlated with 
fewer individuals in the social network (p<0.001) and 
fewer plexus groups (p<0.05). None of the other in- 
dicators of substance abuse showed any correlation 
with social network, however. These included number 
of days of substance use in the last year, numbez of 
years of substance use, longest period of abstinence in 
the last year, and longest period of abstinence in the 
last 5 years. Of interest, regular tobacco use was cor- 
related negatively with social network. That is, more 
days of tobacco smoking in the last year (among the 
145 subjects who smoked tobacco during the last year) 
was correlated with fewer individuals in the social aet- 
work (r=~—0.23, p<0.05). Caffeine use was not corre- 
lated with either the number of individuals or the num- 
ber of plexus groups in the social network. 

Neither the number of individuals nor the number of 
plexus groups in the network was related to any of the 
measures of treatment for substance abuse and psyzhi- 
atric disorder. Treatment indexes included number of 
separate admissions and total lifetime number of tr2at- 
ment days (or outpatient visits) in the following 10 
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TABLE 2. Correlation Between Substance Abuse Indicators and 
Size of Social Networks of 168 Patients With Diagnoses of Sub- 
stance Abuse 
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TABLE 3. Correlation Between Scores on Psychiatric Rating 
Scales and Size of Social Networks of 168 Patients With Diag- 
noses of Substance Abuse 





























Number of Number of Number of Number of 
Individuals Plexus Groups Individuals Plexus Groups 
in Network in Network* in Network in Network* 
r r r r 
Substance Abuse Indicator (df=166) p  (df=166) p Scale (df=166) p  (df=166) p 
Score on Modified Michigan Self-rating scales 
Alcohol-Drug Screening SCL-90 
Test ~0.24 <0.001 —-0.15 <0.05 Somatization —0.25  <0.001 -0.16 <0.05 
Number of days of substance Obsessive-compulsive —0.13 <0.05 -0.07 n.s. 
use in last year ~0.05 n.s. —0.06 n.s. Interpersonal sensitivity —0.25 <0.001 ~0.17 <0.01 
Lifetime number of years of Depression —0.22 <0.005 -O11 n.s. 
substance use —0.01 n.s. -0.01 ns. Anxiety —0.20 <0.005 -0.13 <0.05 
Longest period of abstinence Hostility —0.22 <0.005 -0,15 <0.05 
in last year ~0.06 n.s. -0.04 ns, Phobic anxiety —0.23 <0.001 -0.16 <0.05 
Longest period of abstinence Paranoid ideation —0.27 <0.001 ~-0.21 <0.005 
in last $ years ~0.06 n.s. 0.07 ns. Psychoticism —0.24 <0.001 —0.17 <0.005 
a Sin a al A at A Beck Depression 
‘A plexus group is a group of family or household members, rela- Inventory -024 <0.001 —0.15 <0.05 
tives, friends, co-workers, helpers, or others (such as people who Psychiatrist-rated scales 
have died or pets). GAS 0.12 <0.05 0.14 <0.05 
DSM-III axis V: coping —0.34 <0.001 -0.32 <0.001 
settings: detoxification unit, general hospital inpatient a rated et a is 
alcohol-drug unit, state hospital alcohol-drug unit, nt ' 010 ne. 0.09 ns. 
nonhospital residential treatment facility for substance Hamilton anxiety scale -0.01 ns. 0.09 ns. 
abuse, substance abuse halfway house, therapeutic Hamilton depression 
scale —0.10 ILS. ~0.09 n.s. 


community for substance abuse, outpatient alcohol- 
drug treatment, general hospital inpatient psychiatric 
unit, state hospital psychiatric unit, and outpatient 
psychiatric treatment. 

Type of substance of abuse (e.g., alcohol, cannabis, 
stimulants, opioids) also did not affect socia] network 
size. 


Psychiatric Scales 


As shown in table 3, higher symptom levels on all of 
the self-rated SCL-90 subscales and the Beck Depres- 
sion Inventory were inversely correlated with fewer 
individuals in the social network to a signiñcant de- 
gree. Inverse correlations were somewhat weaker be- 
tween symptom level and number of plexus groups in 
the network, but eight of the 10 scales showed signif- 
icant negative correlations at the 0.05 level. Thus, 
higher symptom levels by self-report indicated smaller 
social networks. These correlations were especially 
strong for scores on the SCL-90 somatization, inter- 
personal sensitivity (i.e., low self-esteem and low self- 
confidence), anxiety, hostility, phobic anxiety, para- 
noid ideation, and psychoticism subscales and for the 
score on the Beck Depression Inventory. 

The psychiatrist-rated scales were less consistent 
than the self-rating scales in predicting social network 
size. GAS scores indicating fewer symptoms and better 
functioning were correlated with both more individu- 
als and more plexus groups in the social network at the 
0.05 level. Ratings on DSM-III axis V, which quanti- 
fies the person’s highest level of coping over the last 
year, were even more strongly correlated with more 
individuals and more plexus groups in the social net- 
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“4 plexus group is a group of family or household members, rela- 
tives, friends, co-workers, helpers, or others (such as people who 
have died or pets). 


work at the 0.001 level. More psychopathology on the 
BPRS was negatively correlated with the number of 
people in the social network size at the 0.01 level, 
indicating that smaller networks and greater observ- 
able psychopathology went together. Ratings on DSM- 
III axis IV, a measure of psychosocial stressors in the 
last year, were not significantly correlated with the so- 
cial network size. The Hamilton anxiety scale and the 
Hamilton depression scale were also not correlated 
with social network measures. 


DISCUSSION 
Substance Abuse and Network Size 


Greater biopsychosocial concomitants of substance 
abuse as measured by the Modified Michigan Alcohol- 
Drug Screening Test correlated strongly with a smaller 
current social network, but type of drug, duration of 
use, length of abstinent periods, and previous treat- 
ment had no influence on the network size. This find- 
ing again affirms the value of Selzer’s original MAST 
(15). Lack of correlation between network size and 
measures of the course of pathological substance abuse 
(i.e., duration and frequency of use and duration of 
abstinence) suggests that substance abuse does not un- 
dermine the social network in a simple, direct, or linear 
fashion. 
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For unexplained reasons, heavy tobacco use bore a 
stronger relationship than alcohol or other drug use to 
smaller network size, at least in this sample. Does to- 
bacco use make up for the lack of social contact? Rep- 
lication in other samples is needed before this finding 
can be accepted as a general one. 

Perhaps the most startling finding in this study is the 
small size of the networks when compared with those 
reported in previous studies. The mean of 6.7 persons 
per social network in this study of patients in crisis 
compares unfavorably to social networks observed 
among heroin addicts in treatment (14.5 persons) (9), 
alcoholics in treatment (18.4 persons) (8), and normal 
subjects (22.4 persons) (14). One factor could be tim- 
ing: the patients in our study were seen early during an 
acute phase of illness rather than later in their treat- 
ment when they may have been more stable (as per- 
haps occurred in the other studies). Another factor 
could relate to the data collection method: information 
was obtained during routine clinical assessment rather 
than as a separate research activity. Time constraints 
could have pressured patients and interviewers into 
briefer reporting. 


Psychopathology and Network Size 


Symptom complexes that correlated with smaller so- 
cial networks included somatization, suspiciousness, 
low self-esteem, anxiety, depression, social phobias, 
agoraphobia, and problems with reality testing. More 
obvious psychiatric symptoms, as measured by the 
BPRS, were also correlated with fewer individuals in 
the network. Other psychiatrist-rated scales did not 
correlate well with social network. Although more 
symptoms on the self-rated anxiety subscale of the 
SCL-90 were related to smaller networks, this did not 
hold for the Hamilton anxiety scale, which was rated 
by a psychiatrist. Similarly, more symptoms on the 
self-rated Beck Depression Inventory and the self- 
rated SCL-90 depression subscale were correlated with 
total network size, but the psychiatrist-rated Hamilton 
depression scale showed no correlation with social 
network. 

How might these data be understood? Certain psy- 
chopathological symptoms, such as somatization, anx- 
iety, paranoia, low self-esteem and self-confidence, 
phobia, and bizarre speech or behavior, apparently un- 
dermine the social network regularly. Yeomans et al. 
(17) suggested that persons unable to deal with added 
stress may reduce the size of their networks because of 
added stress levels from larger networks; they might 
also be excluded from other people’s networks due to 
problematic behavior or lack of reciprocity. Self-per- 
ceived anxiety and depression as measured by self- 
rating scales also seemed to undermine the social net- 
work, whereas more objective evidence of anxiety and 
depression (as assessed by the psychiatrist-rated Ha- 
milton scores) did not do so. It is also possible that 
current self-perceived symptoms may have influenced 
the data obtained on social networks. Patients with 


1268 


high self-perceived anxiety, depression, phobia, or 
paranoia may report that they have smaller networks 
than they actually have. More objective measures are 
needed to assess this. 


Stress, Coping, and Network Size 


Social network size was not correlated with more 
psychosocial stress in the last year (DSM-III axis IV). 
This was contrary to expectations, since Abbey et al. 
(18) have found an inverse relationship between social 
conflict and network size (the more conflict, the 
smaller the network) in another population. However, 
more recent work by Parry and Shapiro (19) on social 
support and life events indicated that these two areas 
may not be related to each other. 

General coping skills in occupational, family, and 
other social realms were strongly correlated with 
larger networks for this sample, as measured by the 
GAS and axis V of DSM-III. This association between 
general coping skills and extent of social network has 
been reported in other populations (20, 21). The 
causal relationship of this correlation is not clear, kow- 
ever. Does better coping lead to a larger network? Or 
does a larger network lead to better coping? Or does 
each facilitate the other? Much remains to be lea-ned 
on this topic if we are to understand the mechanisms 
by which social networks operate in pathological con- 
ditions and to intervene effectively in the management 
of the social milieu and rehabilitation for recovering 
inpatients. 
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APPENDIX 1. Modified Michigan Alcchol-Drug Screening Test 


1. Do you feel you are a norma! drinker or user? (Yes=0, 
No=2) 

2. Have you ever awakened in the morning after some 
drinking or drug use the night before and found that you 
could not remember a part of the evening before? (Yes=2, 
No=0) 

3. Does your spouse, parent, or other near relative ever 
worry or complain about your drinking or drug use? (Yes= 
1, No=0) 

4. Can you stop drinking or using drugs without a struggle 
after one or two drinks or doses? (Yes=0, No=2) 

5. Have you ever felt guilty about your drinking or drug 
use? (Yes=1, No=0) 

6. Do friends or relatives think you are a normal drinker or 
drug user? (Yes=0, No=2) 

7. Do you ever try to limit your drinking or drug use to 
certain times of the day or certain places? (Yes=0, No=0) 

8. Are you always able to stop drinking or using drugs 
when you want to? (Yes=0, No=2) 
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9. Have you ever attended a meeting of Alcoholics Anon- 
ymous (AA) or similar self-help group for drinking or drug 
abuse? (Yes=5, No=0) 

10. Have you gotten into physical fights when drinking or 
using drugs? (Yes=1, No=0) 

11. Has drinking or drug use ever created problems with 
your spouse, parent, or other near relative? (Yes=2, No=0) 

12. Has your spouse (or other family member) ever gone 
to anyone for help about your drinking or drug use? (Yes= 
2, No=0) 

13. Have you ever lost friends or girlfriends/boyfriends 
because of drinking or drug use? (Yes=2, No=0) 

14. Have you ever gotten into trouble at work or school 
because of drinking or using drugs? (Yes=2, No=0) 

15. Have you ever lost a job because of drinking or using 
drugs? (Yes=2, No=0 ) 

16. Have you ever neglected your obligations, your family, 
or your work for 2 or more days in a row because you were 
drinking or using drugs? (Yes=2, No=0) 

17. Do you drink or use drugs before noon fairly often? 
(Yes=1, No=0) f 

18. Have you ever been told you have liver trouble and/or 
cirrhosis? (Yes=2, No=0) 

19. After heavy drinking or drug use have you ever had 
delirium tremens (DTs), severe shaking, heard voices, or seen 
things that weren’t there? (Yes=2, No=0) 

20. Have you ever gone to anyone for help about your 
drinking or drug use? (Yes=5, No=0) 

21. Have you ever been in a hospital because of drinking 
or drug use? (Yes=5, No=0) 

22. Have you ever been a patient in a psychiatric hospital 
or on a psychiatric ward of a general hospital where drinking 
or drug use was part of the problem? (Yes=2, No=0) 

23. Have you ever been seen at a psychiatric or mental 
health clinic, or gone to a doctor, social worker, counselor, 
or clergyman for help with an emotional problem where 
drinking or drug use was part of the problem? (Yes=2, No= 
0) 

24. Have you ever been arrested, or taken into custody 
even for a few hours, because of drunk or intoxicated be- 
havior? (Yes=2, No=0) 

25. Have you ever been arrested for drunk driving, driving 
while intoxicated, or driving after drinking or using drugs? 
(Yes=2, No=0) 
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Editorial 


Research on Social Supports 
and Mental Illness 


linicians have long observed that our emotional well-being is affected by the 

support of people close to us. Although this appears intuitively correct, only in 
recent years has a body of research emerged that systematically demonstrates the 
way social supports are relevant to the course and treatment of mental illness. The 
Special Section in this issue of the Journal presents new findings on this area of 
research that offer a perspective on how this field is evolving. By placing these 
findings in their historical context we hope to illuminate their development and aims 
and to indicate their usefulness for clinicians and investigators alike. 

This area of study emerged from the work of a number cf scientists from diverse 
disciplines who systematically followed up on related observations. Walter Cannon 
relied on animal models that reflected the impact of high stress situations on cardiac 
function, and Hans Selye investigated the impact of stress on the normal physiology 
of pituitary-adrenal function. In time these issues were studied from a psychosocial 
perspective. Cassel (1), for example, drew on a varied group of epidemiological 
studies on the interplay between social conditions and health and augmented them 
with evidence from studies on overcrowding in animals. He concluded that social 
disorganization can increase generalized susceptibility to disease. 

The implications of this work for the mental health field were intriguing. Caplan 
(2), who played a seminal role in the application of these concepts to the clinical 
setting and was thereby instrumental in the emergence of the community psychiatry 
movement, pointed out that “significant others help the individual mobilize his 
psychological resources and master his emotional burdens; they share his tasks; and 
they supply him with extra supplies of money, materials, tools, skills, and cognitive 
guidance to improve his handling of the situation.” A summary of how research on 
social supports has more recently evolved will reveal how these resources are organ- 
ized and how they bring their impact to bear on the individual’s psychological 
health. I will consider two aspects of this research: the natural history of symptom 
formation and the ways that psychiatric illness can be treated. 

With regard to the natural history of mental illness, consideration is generally 
given to disturbances of social supports that occur before symptoms begin. One 
useful approach to this research has been the case control method, in which a sample 
of carefully diagnosed psychiatric patients is compared with a separate sample of 
normal control subjects. In this manner the buffering effects of the subjects’ supports 
can be inferred by comparing the differences in antecedent social circumstances. One 
productive line of research has demonstrated that schizophrenic patients are more 
likely to relapse if their family members express intrusive and undermining emotions 
in dealing with them (3). In the case of depression, too, social supports are relevant. 
For example, it has been found that the availability of a confiding relationship results 
in a materially smaller chance of developing depression in the face of substantial life 
stress (4). 

In the normal population, too, studies of disruptions of the social network have 
been fruitful. It is difficult to demonstrate prospectively that a single episode of 
disruption leads directly to mental health problems. Certain compelling examples of 
network disruption, however, have been shown to have mental health effects that are 
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quite compelling. Among these are war, natural disaster, and the death of a spouse 
(5, 6). 

The Social Readjustment Rating Scale developed by Holmes and Rahe (7) has 
been a valuable research instrument in this field in that it offers a reliable approach 
to studying large populations. This scale uses a grading system for an array of 
disruptions in life experience, most of which impinge on the individual’s network of 
social supports, such as job loss, divorce, or the death of a spouse. In its first decade 
alone, this scale was used in more than 1,000 publications, many of them concerned 
with the emotional mental health resulting from these changes (7). A number of 
refinements in the methodology of social readjustment scaling have been particularly 
useful. The designation of events that are perceived as either undesirable or uncon- 
trollable has proved useful in predicting poor outcome. Evaluating the context in 
which network changes are experienced has also been helpful (8, 9). Such techniques 
have allowed for a better understanding of the impact of life events, such as the 
adjustment to marital relations of members in a zealous religious sect (10). 

Attempts at altering the course of mental illness constitute the second major area 
of research on social supports, and these relate to both peer-led groups and profes- 
sional interventions. With regard to peer-led groups, it has been estimated that there 
are about half a million self-help groups embracing several million participants in 
North America and that a good portion of them are oriented toward dealing with 
psychiatric problems (11). Such groups may be designed to help participants alter 
their behavior, cope with stress, or achieve self-actualization. Although members of 
these groups benefit considerably from cohesiveness and mutual support, sharing 
information helps members to understand their problems and suggests new ways of 
dealing with them. 

Studies on the impact of Alcoholics Anonymous (AA), a movement with a mem- 
bership of more than one million, are particularly important in revealing the out- 
come of individuals in self-help groups, but many other groups have been reported, 
ranging from 15 other “‘anonymous”-oriented organizations for compulsive behav- 

‘ jor to socially oriented programs for the mentally ill. Controlled studies on these 
groups are difficult to carry out, however, because members’ identities are generally 
not readily available and initiates are easily lost to follow-up. Nonetheless, impor- 
tant observations have been made on alcoholic patients in the community who have 
joined AA (12) and on participants in the more tightly organized self-help groups 
directed at general mental health problems, such as Recovery, Inc. (13). 

The importance of professional manipulation of social supports was highlighted 
in 1978 by the Task Panel on Community Support Systems of the President’s Com- 
mission on Mental Health. For discharged patients who are liable to decompensate, 
there are several types of network supports, such as halfway houses (14) and coop- 
erative living arrangements (15). Direct interventions in the families of schizophrenic 
patients have also been used to change patterns of pathological communication (16); 
these rely on changing the way the family network interacts with recently discharged 
patients. The use of self-help modalities as a principal treatment in the professionally 
directed hospital setting has also been shown to enhance cost effectiveness and 
improve patient retention in treatment (17). 

Altogether, a growing body of research findings provide a compelling argument 
for the important role of social support in the genesis and resolution of psychiatric 
disorders. As Greenblatt et al. (18) pointed out, we have reached a point where 
patients’ treatment plans should be individualized to include assessments of their 
social networks and the steps that may be taken in collaboration with community 
resources to address observed deficiencies. Because of advances in our own under- 
standing of the way in which support systems operate, specific technologies for 
effecting such ends are evolving. Clearly, further investigation designed to enhance 
the effectiveness of these approaches will be most valuable for future patient care. 
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Brief Communications 


The Value of Hospital-Based Treatment 
for the Homeless Mentally Ill 


Michael Isaiah Bennett, M.D., Jon Edward Gudeman, M.D., Lynn Jenkins, B.A., 
Alan Brown, M.D., and Mona Bleiberg Bennett, M.D. 





The access of the homeless mentally ill to the bene- 
fits of psychiatric hospitalization has been excessively 
limited by deinstitutionalization, the devaluation of 
the benefits of inpatient evaluation and treatment, a 
shortage of public-sector psychiatric beds, and a ten- 
dency to regard the homeless mentally ill as untreat- 
able. A pilot program was devised to increase the ac- 
cess of the homeless mentally ill to short-term 
hospital-based treatment within a public mental health 
system in which beds are in short supply. The pro- 
gram’s usefulness demonstrates the value of hospital- 
based treatment for this population and suggests that 
hospital-based treatment is currently underutilized. 

(Am J Psychiatry 1988; 145:1273-1276) 





n recent years, access to public mental health beds 

has been reduced by a number of factors, including 
deinstitutionalization and concerns about the harmful 
clinical consequences of long-term hospitalization and 
the violation of civil rights by involuntary commit- 
ment. Deinstitutionalization arose from the belief that 
many hospitalized patients would become less symp- 
tomatic and more independent if they were treated as 
outpatients in their communities and with the support 
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of their families (1, 2). Because of this belief and more 
restrictive commitment laws, admission to public psy- 
chiatric hospital beds was gradually denied to all but 
the most severely symptomatic, and discharge fol- 
lowed as soon after stabilization as possible. 

The diminished access to public mental health beds 
has had a disproportionately harmful effect on the 
homeless mentally ill for a number of reasons. This 
population is particularly unable and unwilling to ne- 
gotiate the health care system. In mental health sys- 
tems that allocate institutional responsibility according 
to address, as is done in Massachusetts, homeless per- 
sons are likely to be pushed away by institutions to 
which they do not clearly belong, much as displaced 
persons lacking citizenship wander among countries 
that are reluctant to claim them (3). The mental health 
system also excludes the homeless mentally ill (4, 5) 
because clinicians regard them as incurable, hopeless, 
less likely to make use of treatment, and more likely to 
deprive others of limited resources (6). 

A pilot program that would increase the access of 
public mental health beds to the homeless was devised 
for two reasons: to address concern for the inappro- 
priate exclusion of the homeless mentally ill from hos- 
pital care and to evaluate the potential value of short- 
term hospitalization in treating this population. 
Political impetus included concern for the homeless 
mentally illon the part of the government of Massa- 
chusetts and the efforts of a well-organized advocacy 
group to mobilize executive and legislative action. 
Clinical impetus included the perception that a large 
number of homeless mentally ill were not engaged in 
treatment and, without assistance, could not be ex- 
pected to make use of independent housing, if and 
when it became available. 

The program was intended to evaluate whether in- 
creasing access to hospitalization would be beneficial 
in a number of ways. In addition to providing protec- 
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tion and “asylum” (7), it was hoped that hospitaliza- 
tion would generate the clinical data necessary for a 
treatment plan, strengthen the relationship between 
the reluctant patient znd the mental health system, and 
provide patients with a trial of treatment that might 
otherwise be impossible. If hospitalization were suc- 
cessful, it would then lead to better utilization of out- 
patient and community services (8—11) such as super- 
vised housing and case management. 


FROGRAM DESCRIPTION 


The program was created by improving staffing and 
support services with:n the existing inpatient care sys- 
tem at Massachusetts Mental Health Center, a state 
kospital and community mental health center affiliated 
with Harvard Medical School. Twelve long-stay pa- 
tients were transferred to other state facilities in order 
to free existing acute care beds. The center then admit- 
ted up to six homeless mentally ill patients for up to 60 
days under criteria that made it easier for the homeless 
mentally ill to be admitted and to remain in the hos- 
pital. The patients stayed on an intensive care unit if 
they needed a locked unit and close monitoring; oth- 
erwise, they slept in an “Inn” and received treatment in 
a day hospital during the day (12). 

Patients were selected for admission by a team 
of clinicians and case managers caring for the home- 
less mentally ill living in Boston shelters. They selected 
patients who were homeless and had symptoms of pos- 
s:ble mental illness; who would accept voluntary ad- 
mission or be eligible for admission under Massachu- 
setts commitment laws (discussed later); and who, in 
their opinion, were unlikely to benefit from the brief, 
crisis-oriented hospitalization that they would receive 
if not hospitalized in this program. 

The center provided patients with a complete eval- 
uation and a trial of treatment, as indicated, consisting 
of the following: diagnostic interviews, physical exam- 
ination, laboratory tests, special testing (e.g., CT scan, 
EEG, neuropsychological testing), nursing observation 
and assessment on the ward, and consultation with 
specialists in pharmacology and neurology. A social 
worker was to engage the patient’s family in treatment 
whenever possible, evaluate the patient’s eligibility for 
medical and monetary benefits, and coordinate a treat- 
ment plan that would provide housing and treatment 
ater the patient was discharged. Additional evaluation 
by an occupational therapist would assess self-care 
skills and potential for vocational rehabilitation. 

Considering the large number of homeless mentally 
il in Boston, relatively few patients were eligible for 
referral. According to an informal survey of shelter 
clinicians, the number of chronic mentally ill in the 
four major Boston shelters for the single homeless (ap- 
proximately 1,100 beds) was approximately 500. An 
additional 48 homeless mentally ill patients lived in a 
shelter designed by the state department of mental 
health to serve the chronic mentally ill. However, few 
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of these approximately 550 patients identified as hav- 
ing chronic mental illness would either accept hospi- 
talization or fit Massachusetts’ commitment criteria, 
i.e., dangerousness to self or others or an inability to 
care for oneself because of mental illness. 


METHOD 


Data such as age, sex, referral source, and diagnasis 
were gathered on each patient admitted to the pro- 
gram. At discharge, charts were reviewed to determine 
whether patients received the services the program was 
designed to provide and whether the clinical evalua- 
tion added information that had not been previously 
available. Patient diagnoses were reviewed and pa- 
tients categorized according to criteria that designate 
the service system responsible for care: existence of 
major mental illness, existence of alcoholism and/or 
organic brain damage, existence of antisocial behavior, 
and combinations of these criteria. 

Benefit to patients in terms of improvement in symp- 
toms, behavior, or discharge placement was evaluated 
by polling involved clinicians and choosing the most 
pessimistic clinical opinion regarding each program 
patient. A bias in favor of benefit was also counterbal- 
anced by including the opinions of clinicians who were 
skeptical about the program’s value. The small study 
sample and limited program resources prevented the 
use of more objective measures. 


RESULTS 
Program Utilization 


Between March 1, 1985, and March 31, 1986, the 
program received 33 referrals, including two patients 
who were accepted for brief stays pending placement 
elsewhere and who are therefore not included in this 
report. The 31 patients ranged in age from 19 to 89 
years (mean=43.5, median=39.0). Other demograrh- 
ic characteristics are shown in table 1. As expected, 
many patients were unwilling to accept treatment and 
were committed involuntarily. Most patients had 
been previously hospitalized, many on more than one 
occasion. 

The number of completed evaluations and the de- 
gree to which they contributed information that had 
not been previously available are also shown in table 1. 
Most patients referred to the program stayed for a 
sufficient length of time to receive psychiatric evalia- 
tions. The hospitalization led to an application for 
benefits for a sizable group of patients who had not 
previously applied. Despite the fact that most patients 
had been hospitalized previously, on admission to the 
program, the majority (71%, N=22) no longer haa a 
diagnosis or treatment plan that was known to the 
patient or to current care givers. In addition, the pro- 
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TABLE 1. Characteristics of 31 Homeless Mentally Il Patients 








Characteristic N % 
Sex 
Male 19 61 
Female 12 39 
Commitment status on admission 
Conditional voluntary 21 68 
Involuntary 10 32 
Prior psychiatric admissions 
3 10 
1 5 16 
2 or mare 23 74 
Referral source 
City shelter 14 45 
Transitional residence 10 32 
Mental health center 3 10 
Street/other 4 13 
Evaluation 
Clinical evaluation? 29 93 
Diagnostic evaluation 
No prior diagnosis; none assigned 2 6 
No prior diagnosis; assigned 19 61 
Prior diagnosis; not changed 4 13 
Prior diagnosis; changed 6 19 
Occupational therapy evaluation 21 68 
Benefits 
Application for benefits 
Before admission 17 55 
During admission 9 29 
Eligibility for benefits 
Supplemental Security Income 26 84 
General relief 2 6 
Veterans’ benefits 1 3 





Complete psychiatric and medical evaluation, in addition to any 
special diagnostic procedures that may be indicated. 
Evaluation and refinement of previously assigned and/or suspected 
diagnoses. 


gram provided new diagnoses for five of nine patients 
for whom old diagnoses were known. 

Almost half the program patients were found, on 
evaluation, to lack a diagnosis of major mental illness, 
despite their having symptoms of disturbed behavior 
or cognition. These patients were found to have alco- 
holism or substance abuse (32.3%, N=10), brain dis- 
ease unrelated to alcoholism (6.4%, N=2) such as se- 
nility or temporal lobe epilepsy, or character disorders 
(6.4%). Almost half the patients (48.4%, N=15) had 
major mental illness without alcoholism or substance 
abuse, and 6.4% had the dual diagnoses of major men- 
tal illness and alcoholism. 


Qualitative Evaluation of the Program 


Thirty of the 31 patients were thought by referring 
clinicians to have received care from the program that 
they would not otherwise have received in the existing 
public mental health system. For example, patients 
who had diagnoses of alcoholism or dementia were 
likely to be refused hospitalization or to receive early 
discharge from the mental health system because of the 
reluctance and/or inability of the mental health system 
to care for patients with these diagnoses. In many 
cases, Clinicians could cite previous instances of a pa- 
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tient’s having been denied admission or discharged af- 
ter brief crisis intervention. 

Of the 30 patients who received services that clini- 
cians believed were otherwise unavailable, 21 ap- 
peared to receive some direct benefit, according to pro- 
gram and referring clinicians, who perceived an 
apparent improvement in symptoms (N=13), behavior 
(N=16), or the appropriateness of residential aftercare 
(N=10). 

Of the nine patients who did not appear to benefit 
directly from hospitalization, four left the hospital be- 
fore the evaluation and/or trial of treatment was fully 
under way because they either rejected medical advice 
or refused to comply with basic rules that they were 
judged competent to understand. The other five pa- 
tients failed to benefit, despite receiving a full evalua- 
tion and/or trial of treatment. In the opinion of refer- 
ring clinicians, however, it was worthwhile to have 
made the attempt to provide services, and information 
gained from the attempt helped, in some cases, to plan 
future services. 


DISCUSSION 


Increasing the access of homeless mentally ill pa- 
tients to hospital-based evaluation and treatment 
seemed to improve their care in a number of ways that 
are reflected in the results discussed earlier. The eval- 
uation frequently added new diagnostic data or led to 
an application for benefits that had previously not 
been possible. For those patients who had been previ- 
ously treated (90% of the sample), the program’s eval- 
uation recovered information essential to their future 
treatment and helped ensure that they could not again 
become anonymous to Boston’s mental health provid- 
ers. In the opinion of involved clinicians, intervention 
resulted in some benefit to two-thirds of the patients. 

The program also reduced conflict between shelters 
and mental health admitting facilities. Before the pro- 
gram, conflict commonly arose when inpatient psychi- 
atrists refused to hospitalize patients considered dan- 
gerous by shelter clinicians. Frequently, these patients 
had behaved violently in the shelter and had required 
much effort on the part of shelter clinicians in restrain- 
ing and transporting them. By increasing the availabil- 
ity of inpatient beds for these patients, the program 
reduced the number of cases in which inpatient psy- 
chiatrists opposed the judgment of shelter clinicians. 

Another benefit of the program was its caring for 
patients who did not fit the eligibility criteria for ex- 
isting public care systems. The program filled a 
“crack” in the care system by taking responsibility for 
behaviorally disturbed patients who, on close exami- 
nation, lacked a diagnosis of major mental illness. 
These patients tend to be rejected by the mental health 
system because their symptoms do not arise from psy- 
chiatric disease and by other care systems because of 
their uncontrolled behavior. Their needs must eventu- 
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ally be met by a redefinition of the boundaries of the 
care system. 

If, as our experience with this program indicates, 
hospital-based treatment is currently overly restricted 
and underutilized, there are a number of contributing 
causes. One is the relative value placed by current com- 
mitment laws on the civil rights of the mentally ill as 
opposed to their need for treatment. Another is the 
tendency of clinicians in the past three decades to re- 
gard hospital-based treatment in negative terms. Both 
trends may have arisen from the false hope that mental 
illness was primarily caused by social stressors and 
thus should be treated by manipulation of the social 
environment (13). 

Our experience with this program suggests that the 
chronic mentally ill, and particularly the homeless 
mentally ill, benefit from increased access to hospital- 
based treatment. If we are to make optimum use of 
hospitalization, we must reexamine our assumptions 
about the potential risks and benefits of hospital-based 
treatment and develop criteria, based on objective 
data, for its use within a system that also includes 
outpatient and community-based care. 
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Depression Associated With 
Nifedipine-Induced Calcium Channel Blockade 


F. Joseph Hullett, M.D., Steven G. Potkin, M.D., Alan B. Levy, M.D., 
and Richard Ciasca, M.D. 


Four cases are reported in which substantial depres- 
sion was associated with the use of the calcium channel 
blocker nifedipine. In one instance, a patient became 
unresponsive to treatment with nortriptyline when ni- 
fedipine was introduced. In each case, the depression 
resolved following discontinuation of nifedipine. Pos- 
sible mechanisms by which nifedipine may influence 
affective states are discussed. ; 

(Am J Psychiatry 1988; 145:1277—-1279) 


he unequivocal efficacy of lithium salts in the 

treatment of bipolar illness has spurred investiga- 
tion of a potential role for other cations in the patho- 
physiology and treatment of affective disorders. Cal- 
cium has been the most studied in this respect (1). 
Nevertheless, investigations of static plasma calcium 
concentrations have failed to differentiate groups of 
persons with affective disorders from normal subjects 
(2). However, recent reports of mania successfully 
treated with the calcium channel blocker verapamil 
suggest that transmembrane calcium flux or changes in 
intracellular calcium concentration may modulate af- 
fective states (3, 4). We report four cases of depression 
associated with administration of the calcium channel 
blocker nifedipine. 


CASE REPORTS 


Case 1. Mr. A, a 62-year-old retired married man, was 
started by his cardiologist on a regimen of 10 mg tid. of 
nifedipine for angina pectoris, which had progressed gradu- 
ally over a period of several years. Although his anginal ep- 
isodes diminished during the following week, the patient be- 
gan to note a subjective sense of depression accompanied by 
loss of interest in activities, decreased appetite, and early 
morning awakening. He had no previous history of affective 
disorders. He was referred to a psychiatrist for evaluation of 
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depression after reporting suicidal thoughts to his cardiolo- 
gist. At interview Mr. A appeared slow and listless, with 
depressed facies. He complained of poor concentration that 
improved toward evening. He denied previous episodes of 
depression, suicidality, or other psychiatric disturbance. Ex- 
cept for the moderately increased angina and the change in 
medication, no recent stressors were elicited. The patient 
himself attributed his depression to “the new medicine.” 

Subsequent to the development of depression, Mr. A ex- 
perienced sudden, massive edema of the lower extremities 
and was admitted to the medical service. While he was in the 
hospital, his depressive symptoms progressed to severe psy- 
chomotor retardation, near mutism, and refusal to eat. Ex- 
cept for the duration-of-depression criterion, Mr. A met the 
DSM-III criteria for major depression with melancholia. The 
nifedipine was discontinued, followed within 24 hours by a 
noticeable brightening of the patient’s mood. His speech and 
activity levels improved daily, and the edema resolved over 1 
week. At follow-up a week after discharge, Mr. A described 
his mood as “back to normal,” although his anginal attacks 
had returned to their premedication intensity. 


Case 2. Mr. B, a 57-year-old divorced man, had been with- 
out psychiatric problems until age 51, when he had a myo- 
cardial infarction that forced his retirement as manager of a 
small manufacturing company. Subsequently, progressive 
exertional angina necessitated two single coronary artery by- 
pass procedures. The patient became preoccupied with his 
health, began to ruminate about his disabilities, and com- 
plained frequently of palpitations, tremor, dizziness, sweat- 
ing, queasiness, and a choking sensation described as “some- 
thing in my throat.” Several times each week he experienced 
periods of depressed mood, lasting from minutes to hours, 
which were usually reactive to situational stresses and unac- 
companied by vegetative signs. 

Since anginal pain had continued in spite of long-term 
treatment with digoxin, nadolol, and nitroglycerin ointment, 
nifedipine, 10 mg t.i.d., was added to his regimen. After 2 
days Mr. B complained of severe depression, which he de- 
scribed as different from previous feelings. His appetite di- 
minished, his interest in activities flagged, and his energy 
level waned. Although he had long suffered from initial in- 
somnia, he suddenly began to complain of multiple awaken- 
ings and early morning insomnia. The cardiologist discon- 
tinued the nifedipine when the patient noted increased 
exertional dyspnea. Within 1 week Mr. B returned to base- 
line levels of functioning characterized by moderate somatic 
anxiety and mild depression without vegetative signs or 
anhedonia. 
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Case 3. Mr. C, a 62-year-old divorced unemployed man, 
was admitted to the psychiatric service following a 1-month 
period of unsuccessful outpatient psychotherapy. His mood 
had become increasingly depressed, culminating in a preoc- 
cupation with suicide by hanging. He had experienced three 
previous episodes of ‘similar depression, each successfully 
treated with tricyclic antidepressants. On admission he ful- 
filled the DSM-III criteria for major depression, recurrent, 
with melancholia. He reported no particular stressors or 
changes in his circumstances, except that he had been started 
on nifedipine approximately 1 month previously because his 
chronic angina had not been sufficiently relieved by nitrates. 
In light of the cases we have just described, a cardiologist was 
consulted, and he agreed to discontinuation of the nifedipine. 
Mr. C’s mood improved rapidly, his weight began to in- 
crease, his sleep normalized, and the suicidal preoccupation 
abated. He was discharged after 2 weeks, with no need for 
tricyclic treatment. 


Case 4. Ms. D, a 75-year-old widow, was referred to a 
psychiatrist for treatment of an episode of major depression. 
She had experienced numerous depressive episodes over a 
30-year period, all of which had been successfully treated 
with ECT or tricyclic antidepressants. She had been free of 
depression for 8 years before this episode while on a main- 
tenance regimen of 75 mg h.s. of nortriptyline. She was also 
taking levothyroxine sodium, 0.15 mg/day, for hypothyroid- 
ism. Six months before referral, the patient had suffered an 
inferior wall myocardial infarction. During an uneventful 
10-day hospitalization, the nortriptyline was discontinued. 
Ms. D resumed her typical very active schedule for about 3 
weeks following this hospitalization, but she began to expe- 
rience exertional ang:na. Her cardiologist prescribed nifedi- 
pine and gradually increased the dose to 20 mg t.i.d. The 
anginal episodes ceased, but the patient began to exhibit 
signs of recurrent depression, such as tearfulness, early- 
morning awakening, leck of interest in activities or groom- 
ing, and psychomotor retardation. Nortriptyline treatment 
was cautiously reinstituted, but the patient failed to improve 
substantially over a 3-month period despite therapeutic 
plasma levels of nortriptyline (50-150 ng/ml) (5) and the 
thyroid potentiation. 

At initial interview upon referral, Ms. D clearly met the 
DSM-III criteria for major depression, recurrent, with mel- 
ancholia. Her nortriptyline plasma level was 82 ng/ml, at a 
dose of 75 mg/day, and her thyroid functions were within 
normal limits. Although a higher dose of nortriptyline (100 
mg/day) had been tried earlier without success, Ms. D agreed 
to increase the dose to this level again. Simultaneously, her 
cardiologist agreed to discontinue the nifedipine. Her nor- 
triptyline blood levels at a dose of 100 mg/day were not 
ascertained, but withir 72 hours her family noted that she 
had a brightened affect, increased appetite, reduced irritabil- 
ity, improved concentration, and better social interactions. 
The patient continued to improve over the next 3 weeks and 
remarked that it was the best period she had experienced in 
5 months. She experienced no episodes of angina after the 
nifedipine was discontinued. 


DISCUSSION 
Calcium channel blockers are a heterogeneous 


zroup of structurally unrelated compounds that are 
widely used today in the treatment of angina, cardiac 
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arrhythmia, and hypertension (6). CNS effects of ve- 
rapamil and diltiazem have been described previously 
(3, 4). Our four cases suggest a possible relationship 
between nifedipine and depression. Furthermore, in 
certain cases, nifedipine may prevent a patient with a 
depressive disorder from responding to an otherwise 
effective antidepressant. 

Autoradiographic reports demonstrating high densi- 
ties of calcium antagonist binding sites in diffuse brain 
areas—especially the olfactory bulb and dentate gyrus 
of the hippocampus—suggest that calcium channel 
blockers may influence limbic structures (7). Nifedi- 
pine, interestingly, binds competitively to nonneuronal 
central benzodiazepine receptor sites, a character:stic 
not shared by either verapamil or diltiazem (8). Nifed- 
ipine is a weak displacer of [ H]phencyclidine binding 
in rat brain, whereas verapamil is a potent displacer 
(9). Moreover, since verapamil is a weak inhibitor of 
dihydropyridine binding in rat brain, it has been sug- 
gested that verapamil and nifedipine derivatives Lave 
different CNS sites of action (10). These differences 
may account for the varied and, at times, almost par- 
adoxical pharmacological effects of the calcium chan- 
nel blocking drugs. 

Nifedipine blocks the slow influx of calcium into the 
cell (11), inhibiting calcium-dependent neurotransmit- 
ter release as well as diminishing amplification through 
the second-messenger system (12). Peripherally, nifed- 
ipine has been Zound to increase the amount of norep- 
inephrine required to substantially increase blood pres- 
sure in normal volunteers (13). 

The ability of nifedipine to blunt norepinephrine’s 
physiological effects may explain our four cases of de- 
pression associated with nifedipine use. One neurochem- 
ical hypothesis of depression is that a functional defi- 
ciency of noradrenergic tone exists (14, 15). This 
hypothesis is bolstered by observations of depression 
associated with the use of both reserpine (depletion of 
norepinephrine) and methyldopa (storage of a false 
transmitter) as well as by the therapeutic effectiveness 
of tricyclic antidepressants (increase of norepinephrine 
by blockade of norepinephrine reuptake) and meno- 
amine oxidase inhibitors (prevention of breakdown of 
norepinephrine). 

The nortriptyline augmentation of norepinephrine 
may have been opposed by nifedipine in the patients 
we have described. Norepinephrine ultimately acti- 
vates the calcium-dependent second-messenger ar-pli- 
fication system. In the presence of nifedipine, optimal 
activation of this calcium-dependent system for a sat- 
isfactory antidepressant response may not be possible. 

All of our patients with presumed nifedipine-in- 
duced depression developed this side effect during the 
first week of nifedipine treatment. Similarly, their re- 
covery from depression occurred within a week of dis- 
continuing the drug. Although no patient was recaal- 
lenged with nifedipine, a causal relationship is strongly 
suggested. Symptoms of left ventricular failure oc- 
curred concurrently with depressive symptoms in cases 
1 and 2 and cannot be ruled out as potential contrib- 
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utors to these patients’ onset of depression. The ab- 
sence of symptoms of left ventricular failure in cases 3 
and 4 suggests that such failure is not a sufficient ex- 
planation of our findings. The recovery from depres- 
sion observed in case 4 was probably not due to the 
increase in the dose of nortriptyline, since this patient 
had previously failed to respond to the same dose of 
this antidepressant despite having plasma concentra- 
tions in the therapeutic range. 

To our knowledge, depression associated with the 
use of nifedipine has not been previously reported. The 
finding that patients become unresponsive to tricyclic 
treatment when they are also taking nifedipine sug- 
gests an important drug-drug interaction which has 
not been previously recognized. 
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Evaluation of Diagnostic Criteria 
for Borderline Personality Disorder 


H. George Nurnberg, M.D., Stephen W. Hurt, Ph.D., 
Aileen Feldman, M.D., and Ryang Suh, M.D. 





A comparison of 17 narrowly defined borderline pa- 
tients with 20 nonpatient control subjects indicated 
that certain individual and combinations of criteria 
may be more highly correlated with the disorder than 
others. Requiring any four or certain specific combi- 
nations of two or three of the five most discriminating 
criteria provided the optimal balance of sensitivity, 
specificity, predictive power, and diagnostic efficiency 
considerations. Fewer than five DSM-III-R criteria ad- 
equately identified the patients. 

(Am J Psychiatry 1988; 145:1280—1284) 





he revision of DSM-III underscored the need for 
further refinement and study of the current bor- 
derline personality disorder criteria set, which uses a 
prototypal model of categorization. Diagnosis requires 
five of eight items and allows for 93 different criteria 
combinations. Membership heterogeneity is produced 
by categorical inclusion of subsets of polythetic crite- 
ria, suggesting that calculating probabilities for indi- 
vidual and particular combinations of criteria could 
offer quantitative recognition of their importance and 
suggest where optimal diagnostic cutoff points can be 
established (1). An optimal criterion should have rel- 
atively high correlation with the sum of all the other 
criteria in the diagnosis and relatively low average cor- 
relations with the other criteria taken individually (2). 
Techniques for the determination of conditional 
probabilities of borderline personality disorder criteria 
(3) can enable the clinician to know the predictive 
value for an individual to have or not have borderline 
personality disorder, given the presence or absence of 
particular criterion items or sets. The precision of 
future revisions of DSM-III would be substantively 
enhanced by the availability of such an empirical 
database, 
In our preliminary investigation, we applied a meth- 
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odology established in prior studies of borderline per- 
sonality disorder diagnosis. We asked 1) are scme 
combinations of criteria more prototypical of the syn- 
drome’s expression than others, and 2) how many 
DSM-III-R criteria are necessary to identify border_ine 
patients? 


METHOD 


The patients were selected from consecutive admis- 
sions to a 23-bed adult inpatient unit of a university 
teaching hospital and satisfied the following criteria: 
age between 16 and 45 years; no evidence or history of 
organic mental disorder, neurologic disorder, substan- 
tial concurrent medical illness, mental retardation. or 
alcohol or drug addiction as a primary diagnosis; no 
DSM-III-R diagnosis of schizophrenia, major affeczive 
disorder, paranoid disorder, schizophreniform disor- 
der, or schizoaffective disorder; and an independent 
clinical diagnosis of borderline personality disorder by 
the treatment team. 

All patients were rated independently before dis- 
charge by the senior investigator (H.G.N.) to confirm 
the clinical diagnosis of borderline personality disorder 
according to DSM-III criteria, a score on the Diagros- 
tic Interview for Borderline Patients (4) of =7 (scaled 
score), and the absence of exclusion criteria. We iden- 
tified 17 patients (10 women and seven men) aged 17— 
35 years. 

Twenty subjects (12 women and eight men) from the 
hospital staff also participated in this study. They were 
subjected to the same exclusion criteria used for the 
patients. They were also excluded for past or present 
psychiatric treatment and were required to be sub-ec- 
tively free from emotional disturbance or distress or an 
acute major life event change (e.g., grief, divorce, or 
trauma) within the past year. The age range of the 
control group was 18—40 years. 

The Combined Criteria Instrument (5) is composed 
of 17 items that condense the clinical criteria sets of 
Grinker, Kernberg, Gunderson, and Spitzer. Previous 
work (5) demonstrated that it can be used reliably to 
determine the presence of psychopathological features 
thought to be associated with borderline personality 
disorder. Each patient received three study interviews 


Am J] Psychiatry 145:10, October 1988 


NURNBERG, HURT, FELDMAN, ET AL. 


TABLE 1. Reliability, Sensitivity, Specificity, and Positive and Negative Predictive Power for 17 Items From the Combined Criteria Instru- 
ment Given to 17 Patients With Borderline Personality Disorder and 20 Control Subjects? 











Reliability 

Item (kappa) 
Impulsivity™* = 
Interpersonal relationships*® 1.0 
Identity disturbance* 0.64 
Chronic emptiness, boredom, loneliness? 1.0 
Acting out! 1.0 
Affect disturbance® 0.27 
Chronic anxiety 0.11 
Somatization/hypochondriasis® 0.38 
Sexual deviation/promiscuity 0.51 
Alcohol and/or drug abuse 0.64 
Dissociation, depersonalization, or derealization 0.75 
Obsessive-compulsive symptoms 0.11 
Phobias 0.60 
Primitive or perverse fantasy 0.59 
Sublimatory insufficiency/underachievement 0.24 
Conversion symptoms 0.60 
Odd communication 0.16 








Predictive Power 


Sensitivity Specificity Positive Negative 
1.0 0.90 0.90 1.0 
0.94 0.90 0.39 0.95 
0.94 0.80 0.30 0.94 
0.94 0.60 0.67 0.92 
0.94 0.60 0.67 0.92 
0.88 0.70 0.71 0.88 
0.76 0.45 0.54 0.69 
0.71 0.95 0.92 0.79 
0,59 0.70 0.62 0.67 
0.53 0.55 0.50 0.58 
0.47 0.95 0.89 0.68 
0.47 0.60 0.50 0.57 
0.29 0.90 0.71 0.60 
0.29 0.50 0.33 0.46 
0.24 0.65 0.36 0.50 
0.12 1.0 1.0 0.57 
0.06 0.90 0.33 0.53 


“Two raters determined the proportion of subjects in each group in whom the item was present, and their ratings were averaged. 


Impulsivity kappa cannot be calculated because of self frequencies. 


“Chi-square comparison of symptom prevalence in patients and control subjects showed a significant difference (p<0.05). 


by three independent raters who were blind to clinical 
diagnosis and each other’s interviews; the Combined 
Criteria Instrument was administered twice and the 
Diagnostic Interview for Borderline Patients once. 
Each control subject received one Diagnostic Interview 
for Borderline Patients and one Combined Criteria In- 
strument interview. The retest design for a second 
Combined Criteria Instrument interview to reflect pa- 
tient changes during hospitalization was not necessary 
for the control group. Interrater reliability for the in- 
struments had been established (5). 


RESULTS 


Table 1 presents the reliability, sensitivity, specific- 
ity, and predictive powers of the Combined Criteria 
Instrument items. Predictive power determinations are 
influenced by the prevalence of borderline personality 
disorder in the study sample. If one were testing in a 
field population where the prevalence might be lower, 
or against a different comparison group, predictive 
power could be expected to be different. Further study 
should clarify such issues. 

The borderline personality disorder group was char- 
acterized by a high prevalence of identity disturbance; 
feelings of chronic emptiness, boredom, or depressive 
loneliness; histories of frequent impulse-ridden, acting 
out behaviors; and unstable intense interpersonal rela- 
tionships. Affect disturbance, in terms of instability or 
chronic anger, was less prominent but still more prev- 
alent than in the control subjects. Chronic anxiety, 
primitive fantasy, and alcohol or drug abuse were 
more prevalent, but not significantly so, among the 
control subjects. The differences in the prevalence of 
criteria between the two groups (table 1) suggest that 
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fewer than the total number of the 17 items can be 
used to distinguish the two groups. 

Table 2 gives the sensitivity, specificity, and positive 
and negative predictive power for criteria combina- 
tions based on the proportion of individuals in each 
group for whom the item was rated present. By using 
the five best criteria items from table 1, we found that 
the presence of any two of these criteria was a sensi- 
tive predictor of borderline personality disorder (1.0), 
but the calculation also included six (30%) control 
subjects. 

Of these five items, impulsivity and interpersonal 
relationships were less prevalent among the control 
subjects (10%) than was identity disturbance (20%) or 
chronic emptiness, boredom, or loneliness and acting 
out (40%). Three combinations of two of these crite- 
ria—impulsivity and identity disturbance, impulsivity 
and chronic emptiness, boredom, or loneliness, and 
intense unstable interpersonal relationships and iden- 
tity disturbance—diagnosed borderline personality 
disorder with certainty and high sensitivity rates. The 
combinations of intense unstable interpersonal rela- 
tionships and impulsivity and intense unstable inter- 
personal relationships and acting out behaviors had 
positive predictive power and sensitivity rates of 
greater than 0.90. The presence of any of these com- 
binations of two criteria items strongly suggests bor- 
derline personality disorder diagnosis in this sample. 

Combining any three of the five criteria items pro- 
duced an increase in specificity and positive predictive 
power without decreasing sensitivity. Eight out of 10 
combinations diagnosed borderline personality disor- 
der with certainty; sensitivity was 0.88 for seven of 
those eight combinations and 0.82 for the eighth cri- 
teria combination. These combinations of three crite- 
ria that predicted certain borderline personality disor- 
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TABLE 2. Sensitivity, Specificity, and Positive and Negative Predictive Power for Combinations of Items From the Combined Criteria In- 


strument Given to 17 Borderline Patients and 20 Control Subjects 


Combination of Items* 


Impulsivity and 
Interpersonal relationships 
Identity disturbance 
Chronic emptiness, boredom, loneliness 
Acting out 
Interpersonal relationships and 
Identity disturbance 
Chronic emptiness, boredom, loneliness 
Acting out 
Identity disturbance and 
Chronic emptiness, baredom, loneliness 
Acting out 
Chronic emptiness, boredom, loneliness and 
Acting out 
Any two of the five items 
Impulsivity and interpersonal relationships and 
Identity disturbance 
Chronic emptiness, boredom, loneliness 
Acting out 
Impulsivity and identity disturbance and 
Chronic emptiness, boredom, loneliness 
Acting out 
Impulsivity and chronic emptiness, boredom, loneliness and 
Acting out 
Interpersonal relationships and identity disturbance. and 
Chronic emptiness, bcredom, loneliness 
Acting out r 
Interpersonal relationships and chronic emptiness, boredom, 
loneliness and 
Acting out 
Identity disturbance and zhronic emptiness, boredom, loneliness and 
Acting out : 
Any three of the five items 
Impulsivity and interpersonal relationships and icentity disturbance 
and 
Chronic emptiness, beredom, loneliness 
Acting out 
Impulsivity and interpersonal relationships and chronic emptiness, 
boredom, loneliness and 
Acting out 
Impulsivity and identity disturbance and chronic emptiness, 
boredom, loneliness and 
Acting out 
Any four of the five items 
All five items 


Predictive Power 


Sensitivity Specificity Positive Negative 
0.94 0.95 0.94 0.95 
0.94 1.0 1.0 0.95 
0.94 1.0 1.0 0.95 
0.94 0.90 0.89 0.95 
0.88 1.0 1.0 0.91 
0.88 0.95 0.94 0.91 
0.94 0.95 0.94 0.95 
0.88 0.95 0.94 0.91 
0.88 0.90 0.88 0.90 
0.88 0.90 0.88 0.90 
1.0 0.70 0.74 1.0 
0.88 1.0 1.0 0.91 
0.88 1.0 1.0 0.91 
0.94 0.95 0.94 0.95 
0.88 1.0 1.0 0.91 
0.88 1.0 1.0 0.91 
0.88 1.0 1.0 0.91 
0.82 1.0 1.0 0.87 
0.88 1.0 1.0 0.91 
0.88 1.0 1.0 0.91 
0.82 0.95 0.93 0.86 
1.0 0.90 0.89 1.0 
0.82 1.0 1.0 0.87 
0.88 1.0 1.0 0.91 
0.88 1.0 1.0 0.91 
0.82 1.0 1.0 0.87 
0.94 1.0 1.0 0.95 
0.82 1.0 1.0 0.87 








“Out of the five best criteria (table 1). 


der increased precision with only a slight decrease in 
sensitivity. 

Combining any four of the five criteria further in- 
creased specificity and positive predictive power but 
also made the scheme less sensitive. All four combina- 
tions diagnosed borderline personality disorder with 
certainty with sensitivities of 0.88 for two and 0.82 for 
the remaining two. 

Requiring the presence of all five criteria did not add 
to the ability to predict borderline personality disorder 
and paradoxically produced an attenuation of sensitiv- 
ity and negative predictive power. Although such a 
definition could increase reliability, it may result in 
decreased validity since the reduction in false positive 
errors can be offser by the increase in false negative 
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errors (6). Requiring all five criteria missed three bor- 
derline personality disorder patients, and requiring 
four criteria only missed one; both requirements pro- 
duced equal specificity. 

The total proportion of diagnostic errors for criteria 
combinations can be determined by multiplying the 
false positive rate by one minus the base rate, multi- 
plying the false negative rate by the base rate, and then 
summing these two products (7). In this study the op- 
timal balance between sensitivity and specificity ap- 
pears to be any combination of four criteria among the 
five best criteria (table 3). These combinations gave 
approximately equal and high values for positive and 
negative predictive power (1.0 and 0.95, respectively) 
at the best level of diagnostic error. 
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TABLE 3. Probability of Diagnostic Error Based on Number of Cri- 
teria Used From the Combined Criteria Instrument Given to 17 
Borderline Patients and 20 Control Subjects 











False 
False Positive 
Negative Ratex 
Number False False Ratex (1- 
of Negative Positive Base Base Total 
Criteria? Rate Rate Rate? Rate) Error 
Two 0.0 0.30 0.0 0.16 0.16 
Three 0.0 0.10 0.0 0.05 0.05 
Four 0.06 0.0 0.03 0.0 0.03 
Five 0.18 0.0 0.08 0.0 0.08 


*Out of the five best criteria (table 1). 
PBase rate=0.46. 


DISCUSSION 


The five criteria identified in this preliminary study 
as most distinctive of the borderline personality disor- 
der patients are consistent with a review of the most 
current literature (8—15), which indicates overlap 
among a limited number of more prevalent criteria and 
raises the question of what is the optimal number of 
criteria needed to validate the syndrome. It appears 
that in both this inpatient setting and an outpatient 
setting (3) five symptoms are not needed to make a 
borderline personality disorder diagnosis with confi- 
dence; however, five symptoms might be necessary to 
discriminate patients with borderline personality dis- 
order from a more disturbed group without borderline 
personality disorder. Additional borderline personality 
disorder criteria may reflect additional enduring per- 
sonality characteristics that borderline personality dis- 
order may share with other personality disorders (16). 
One could expect such shared features to emerge from 
. various longstanding characterological disturbances 
without necessarily precluding a distinct syndrome. 

Methodologic limitations are raised by the nature of 
the control group, modest sample size, base rate, cap- 
italization on chance factors, circularity, and general- 
izability to other settings. Comparison to a group of 
patients with other personality disorders would be 
more appropriate. Identifying what best discriminates 
borderline patients from normal subjects is not in- 
tended as a cornerstone for a criteria set but rather as 
an additional empirical contribution in studying diag- 
nostic boundaries. Differences in severity rather than 
the variables chosen, which may express only the se- 
verity of the disorder, can incorrectly appear to differ- 
entiate groups. We felt that the introduction of a non- 
patient group was indicated for a preliminary effort 
because previous studies, which have not used the Di- 
agnostic Interview for Borderline Patients and DSM- 
III to distinguish borderline personality disorder pa- 
tients from normal subjects, have demonstrated 
difficulties in differentiating borderline personality dis- 
order patients from patients with remitted psychoses 
(17), neuroses (18), and, in particular, other personal- 
ity disorders (19) in a variety of settings. 
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DSM-III personality disorder criteria do not achieve 
descriptive homogeneity or select mutually exclusive 
diagnostic entities (14). Clinical diversity ar heteroge- 
neity within the borderline personality disorder con- 
struct can account for added accumulation of criteria 
and diagnostic confusion. In the absence of a precise 
definition or biological criterion for borderline person- 
ality disorder, empirical comparisons among existing 
diagnostic methods can begin to identify prototypical 
patients or subtypes diagnosed by various criteria sets 
and the clinical criteria that may reflect general and 
specific maladaptive patterns (20). The establishment 
of a central or covariant cluster of features is necessary 
to ensure that findings suggestive of bimodality be- 
tween borderline and other patients are not the result 
of drawing data from two extremes of a single contin- 
uum (21). 

Additional study using this methodology with an 
adequately large sample of narrowly defined inpatients 
and outpatients with borderline personalizy disorder, 
inpatients and outpatients with psychoses, other per- 
sonality disorders, or other axis I disorders, and nor- 
mal subjects is necessary to extend the current data- 
base on borderline personality disorder diagnosis and 
move beyond a simple polythetic system. Borderline 
personality disorder is a model for the study of per- 
sonality disorders and the theory of psychodiagnosis. 
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An Open Trial of Buspirone 
in Obsessive-Compulsive Disorder 


Michael A. Jenike, M.D., and Lee Baer, Ph.D. 





Of 14 patients with obsessive-compulsive disorder 
who entered an 8-week open trial of buspirone, none 
improved. The ineffectiveness of buspirone may shed 
light on the serotonergic hypothesis that has been pro- 
posed for this disorder. 

(Am J Psychiatry 1988; 145:1285--1286) 





obsessive-compulsive disorder. Their mean+SD age 
was 37.1+13.3 years; their mean age at onset was 
17.4+5.6 years; and their mean duration of illness was 
20.4+15.7 years. Two patients had previously under- 
gone behavior therapy, and only one partially im- 
proved. The patients had not responded to heterocyclic 
antidepressants (N=5), monoamine oxidase inhibitors 





bsessive-compulsive disorder is classified under 

the anxiety disorders in DSM-HI-R. Usually 
when patients try to avoid rituals or to ignore obses- 
sive thoughts, they become increasingly anxious. The 
most frequently advanced theory concerning obses- 
sive-compulsive disorder involves the serotonergic 
brain system (1-3). Double-blind studies comparing 
clomipramine (1, 3) and fluvoxamine (4, 5) to placebo 
in the treatment of obsessive-compulsive disorder have 
demonstrated the efficacy of both drugs. Because bu- 
spirone, a novel anxiolytic, has both antianxiety and 
partial serotonergic agonist properties, its effectiveness 
in patients suffering from obsessive-compulsive disor- 
der merits study. 


METHOD 


Fourteen outpatients (seven men and seven women) 
from the Obsessive Compulsive Disorders Clinic and 
Research Unit at the Massachusetts General Hospital 
participated in this trial. All patients fulfilled DSM-HI- 
R and Research Diagnostic Criteria (6) for primary 
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(N=3), benzodiazepines (N=7), or lithium carbonate 
(N=1). Four patients had never been treated with 
medication. 

All patients were medication-free for at least 2 
weeks before entering the 8-week drug trial. Buspirone 
was administered initially at 15 mg/day in divided 
doses and was increased by 15 mg/day each week to a 
maximum of 60 mg/day if tolerated. 

At baseline and every 2 weeks thereafter, the follow- 
ing scales were administered: Yale-Brown Obsessive- 
Compulsive Scale (the main dependent variable in 
multicenter trials of clomipramine, sertraline, and flu- 
voxainine, available from Wayne Goodman, M.D., 
Yale University), the Maudsley Obsessional-Compul- 
sive Inventory (4), the Beck Depression Inventory (7), 
and the Hamilton Rating Scale for Anxiety (8). At 2- 
week intervals, the patients were carefully questioned 
about side effects. Changes in mood, anxiety, and ob- 
sessive-compulsive symptoms were assessed by a series 
of analyses of variance (ANOVA). 


RESULTS 


Four patients discontinued the study before the last 
visit because of troublesome side effects (nausea, in- 
creased anxiety, dizziness, and “spacey” or “high” 
feelings). The mean+SD maximal dose for these pa- 
tients was 33.8+22.5 mg/day. 

For the 10 patients who completed the 3-week trial, 
the mean+tSD maximal daily dose of buspirone was 
52+16.9 mg/day; only one patient failed to reach 60 
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TABLE 1. Obsessive-Compulsive, Depression; and Anxiety Scale 
Scores for 10 Obsessive-Compulsive Patients Before and After Bu- 
spirone Treatment 











Score 
Buspirone 
- Baseline (week 8) z 
Rating Instrument Mean SD Mean SD (ANOVA) 





Yale-Brown Obsessive- 
Compulsive Scale 22.3 6.1 22.2 4.2 0.59 
Maudsley Obsessional- 


Compulsive 

Inventory 16.7 4.0 17.0 4.6 0.95 
Beck Depression 

Inventory 18.4 7.9 18.7 10.5 0.40 
Hamilton Rating Scale 

for Anxiety 11.8 42 12.4 8.8 0.95 





mg/day. Each of the nine patients who reached the 
maximal dose was at that dose for the last 5 weeks of 
the study. 

The obsessive-compulsive, depression, and anxiety 
scores at baseline and after 8 weeks of buspirone for 
the group of 10 patients are given in table 1. Overall, 
there were no significant changes from baseline on any 
of the obsessive-compulsive disorder, depression, or 
anxiety scales. Over the course of the study, neither 
obsessions nor compulsions improved (p=0.62 and 
9.21, respectively) when they were evaluated sepa- 
rately. No individual patient had a significant reduc- 
tion in obsessive-compulsive, depressive, or anxiety 
symptoms. 


DISCUSSION 


This preliminary study suggests that buspirone may 
not be an effective treatment for primary obsessive- 
compulsive disorder, at least when given alone at cur- 
rently recommended doses. Further controlled trials 
are needed to definitively answer questions of efficacy. 
The effects of buspirone when combined with antide- 
pressant medication remain to be determined. To our 
knowledge, this is the first systematic investigation of 
the use of buspirone in obsessive-compulsive disorder. 

Because buspirone has well-documented effects in 
-patients suffering from generalized anxiety disorders 
(9), we speculate that anxiety in obsessive-compulsive 
disorder patients may be different in some way. The 
evidence that the serotonergic system is involved in the 
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pathogenesis of obsessive-compulsive disorder has 
been reviewed in detail elsewhere (1—5). Preliminary 
data (10) indicate that buspirone is a S-HT, agonist 
but not a “‘full’’ agonist (e.g., it has no effect on type 2 
serotonergic receptors); therefore, our results stiggest 
that only certain 5-HT receptors may be involved in 
the pathophysiology of obsessive-compulsive disorder. 
Further investigation of specific serotonergic agonists 
and antagonists in obsessive-compulsive disorder pa- 
tients is warranted (1, 2). The effects of antiobsessional 
drugs on 5-HT receptor function and whether these 
effects are related to therapeutic response should also 
be studied. As noted by Charney et al. (2), additional 
drug efficacy studies involving medications with effects 
on a variety of neurotransmitter systems are also re- 
quired to ascertain whether an ability to enhance 5-HT 
activity is necessary for a drug to have potent anti- 
obsessional activity. Identification and determination 
of the function of the various 5-HT receptor subtypes 
in patients with obsessive-compulsive disorder may 
lead to further refinement of the serotonergic hypoth- 
esis and to more effective and perhaps more selective 
treatments. 
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Pattern of Onset of Bulimic Symptoms in Anorexia Nervosa 


Joy A. Kassett, M.S.W., M.P.H., Harry E. Gwirtsman, M.D., Walter H. Kaye, M.D., 
Harry A. Brandt, M.D., and David C. Jimerson, M.D. 


Among patients with anorexia nervosa in a research 
program, the proportion of those who had developed 
bulimia before anorexia increaséd between 1976 and 
1987. These preliminary results may reflect a new 
symptom pattern with important clinical and research 
implications. 

(Am J Psychiatry 1988; 145:1287-1288) 





I n the last several years increased attention has been 
paid to the possible etiologic relationships between 
anorexia nervosa and bulimia (1-4). Between 30% 
and 50% of patients with anorexia nervosa develop 
the symptoms of bulimia (binge eating and vomiting) 
during the course of the disorder (5). The available 
evidence (2, 6) indicates that bulimic symptoms gen- 
erally develop within 11⁄2 years after the patient has 
started restricting food intake and losing weight. This 
pattern suggests that a low-weight episode of anorexia 
nervosa (“restricting” pattern) might be a major pre- 
disposing factor in the development of bulimic symp- 
toms in these patients. 

Recently we have encountered a number of patients 
with anorexia nervosa of the bulimic type in whom the 
onset of bulimic symptoms predated the onset of diag- 
nosable anorexia nervosa, indicating a deviation from 
previous trends. 


METHOD 


Retrospective data were available from 74 patients 
admitted to the NIMH Eating Disorders Research Pro- 
gram between 1976 and 1987. The patients included 
in this clinical report have been previously described in 
other studies from this unit, including a family study of 
anorexia nervosa (7). All the patients were female, met 
formal diagnostic criteria for anorexia nervosa (8, 9), 
and had given informed consent before participation in 
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the studies. Information was obtained from semistruc- 
tured clinical interviews and from past medical rec- 
ords. In addition, 39 of the patients admitted between 
1980 and 1987 were interviewed with the Schedule for 
Affective Disorders and Schizophrenia—Lifetime Ver- 
sion (SADS-L) structured interview (10). To observe 
any trends in the pattern of onset of bulimic symptoms 
in anorexia, we divided the patient admissions into 
three periods: 1976-1979, 1980-1983, and 1984— 
1987. 

The data reviewed for the current study included age 
at admission, body weight expressed as percentage of 


“average weight (adjusted for sex, age, and height) for 


the population, and ages at the onsets of symptoms 
meeting the diagnostic criteria for anorexia nervosa 
and bulimia. Anorexic patients who met the DSM-III 
criteria for bulimic symptoms were then categorized as 
having either primary bulimia, i.e., development of bu- 
limia before the onset of anorexia nervosa, or second- 
ary bulimia, i.e., development of bulimia concurrently 
or after the onset of anorexia. Comparisons were made 
between groups with two-tailed independent t tests. 
Group results are reported as mean+SD. 


‘RESULTS 


Between 1976 and 1987 the age at admission to the 
NIMH studies was similar for the restricting 
(22.9+6.1 years, N=43) and bulimic (23.5£5.6 years, 
N=31) anorexic patients. The age at onset of anorexia 
was not significantly different for patients of the re- 
stricting type (17.9+5.1 years) and those of the buli- 
mic type (19.444.9 years). The restricting anorexic 
patients had a lower relative body weight (57.1% + 
7.1%) than their bulimic counterparts (60.3% +8.4%, 
t=1.7, df=72, p<0.10). 

Across the three time periods, there was a progres- 
sive increase in the proportion of patients with bulimic 
anorexia: eight of 30, 11 of 24, 12 of 20 (y?=5.7, 
df=2, p<0.06). Similarly, there was a progressive in- 
crease in the proportion of bulimic anorexic patients 
who had developed bulimic symptoms before the onset 
of their first anorexic episodes: none of eight, one of 
11, six of 12 (x2=8.6, df=2, p<0.92). 

The demographic characteristics of the patients with 
primary and secondary bulimia who were admitted in 
1984-1987 were compared (see table 1). The mean 
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TABLE 1. Clinical Characteristics of Anorexic Patients Who Restricted Food Intake and Those With Primary or Secondary Bulimia? 





Age at Admission 





(years) 

Period and Group* N Mean SD 
1976-1979 

Restricting 22 22.0 7.0 

Primary bulimia 0 

Secondary bulimia 8 20.1 4.6 
1980-1983 . 

Restricting 13 23.7 4.9 

Primary bulimia 1 33.0 

Secondary bulimia 10 23.7 4.9 
1984—1987 

Restricting 8 24.0 5.5 

Primary bulimia 6 27.0 6.0 

Secondary bulimia 6 22.7 4.6 





% of Average 


Age at Onset (years) 


Weight for 

Population Anorexia Bulimia 
Mean SD Mean SD Mean SD 
59.2 6.2 16.6 5.0 
62.9 9.8 16.4 3.5 17.8 3.2 
54.8 8.2 19.8 4.6 
56.0 28.0 13.0 
58.6 9.6 19.9 4.5 21.0 4.1 
55.3 6.6 18.1 5.8 
63.5 3.2 23.2? 5.8 19.5 5.2 
57.2 8.4 17.3’? 2.4 20.0 3.8 





*Anorexic patients with primary bulimia developed bulimia before the onset of anorexia nervosa. Patients with secondary bulimia developed 


bulimia concurrently or after the onset of anorexia nervosa. 


®Significant difference between anorexic patients with primary and secondary bulimia (t=2.3, df=21, p<0.06). 


ages at onset of bulimic symptoms were similar. Thus, 
the patients with primary bulimia were older at the 
onset of anorexia than the patients with secondary bu- 
limia (t=2.3, df=21, p<0.06). Relative body weight at 
admission was nonsignificantly higher for the patients 
with primary bulimia than for those with secondary 
bulimia (t=1.72, df=21, p=n.s.). 


DISCUSSION 


The major finding in this study was the observation 
that a substantial proportion of anorexic patients ad- 
mitted to this program over the past 3 years developed 
the syndrome of bulimia before the onset of anorexia 
nervosa. This finding contrasts with the pattern typi- 
cally reported in the literature and observed in our 
earlier patients, i.e., development of bulimic symptoms 
after the onset of anorexia (2, 6). From a psychobio- 
logic perspective, the present data suggest that bulimic 
anorexic patients may have a predisposition to the on- 
set of bulimia which does not depend on the prior 
expression of a low-weight anorexic episode. 

The results of the present study must be regarded as 
preliminary because of the limited sample size and pos- 
sible selection biases in a patient group referred to ter- 
tiary care/research setting. There was no known selec- 
tion bias, however, toward the presence or absence of 
bulimic symptoms or the pattern of onset of bulimic 
symptoms in the patients admitted to the studies, The 
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historical assignment of date of onset of symptoms 
meeting formal diagnostic criteria in eating disorders 
patients is difficult. For patients who are predisposed 
to develop bath anorexia nervosa and bulimia nervosa, 
recent changes in sociocultural factors may be leading 
to more frequent initial development of bulimic 
symptoms. 
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A Randomized Clinical Trial of Phenelzine and Imipramine 
for Posttraumatic Stress Disorder 


Julia B. Frank, M.D., Thomas R. Kosten, M.D., 
Earl L. Giller, Jr., M.D., Ph.D., and Elisheva Dan, P.A. 


In a double-blind, randomized clinical trial, the ef- 
ficacy of imipramine and of phenelzine was compared 
with that of placebo in 34 male veterans with post- 
traumatic stress disorder (PTSD). Both medications re- 
duced PTSD symptoms. 

(Am J Psychiatry 1988; 145:1289—1291) 





S everal studies (1—5) have used antidepressants to 
treat more than 60 patients with posttraumatic 
stress disorder (PTSD) and found that tricyclic antide- 
pressants and monoamine oxidase (MAO) inhibitors 
are helpful in 67%—82% of cases. Here we report the 
preliminary results of what we believe to be the first 
placebo-controlled, double-blind clinical trial of both 
types of antidepressants in the treatment of PTSD. 


METHOD 


Forty-six male Vietnam veterans meeting the DSM- 
III criteria for PTSD were screened for this clinical 
trial. Ten refused medication or were excluded because 
of substance abuse, and two dropped out within the 
first week of the study; the other 34 were randomly 
assigned to an 8-week trial of placebo (N=11), imip- 
ramine (N=12), or phenelzine (N=11). All of the sub- 
jects gave written informed consent. The sample, 15% 
(N=5) of which was nonwhite, had a mean+SD age of 
38+11.7 years. Two independent raters assigned diag- 
noses using the Schedule for Affective Disorders and 
Schizophrenia (to exclude subjects with schizophrenia, 
manic-depressive disorder, and current substance 
abuse) and the Structured Clinical Interview for DSM- 
II-R (6) to verify the presence of PTSD. Other instru- 
ments used for baseline evaluations included a 14- 
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point combat scale to determine the extent of trauma 
(7), the Impact of Event Scale (8) to assess PTSD symp- 
toms, the Covi Anxiety Scale (9), and the Raskin scale 
for depression (10). The Impact of Event Scale includes 
two eight-item subscales that assess intrusion and 
avoidance symptoms. Combat scale scores above 3 in- 
dicate substantial combat exposure. Subjects were 
rated weekly on the Impact of Event, Covi, and Raskin 
scales, and a 5-point global assessment was used to 
rate symptom change at the end of the trial as “none,” 
“worse,” or one of three levels cf “improved.” 

The dose of imipramine was started at 50 mg/day 
and was adjusted up to 300 mg/day to achieve blood 
levels in the therapeutic range (above 150 ng/ml). The 
mean+SD maximum dose was 240+40 mg. The start- 
ing dose of phenelzine was 15 mg/day and was ad- 
justed up to 75 mg/day to achieve more than 90% 
MAO inhibition. The mean+SD maximum dose was 
719 mg. The placebo group took a mean+SD max- 
imum of 5.10.3 pills per day. This was not signifi- 
cantly different from the number of pills taken by the 
other two groups (4.8 and 4.7 pills), supporting the 
maintenance of the double blind during the trial. Two 
subjects taking imipramine and one each taking phen- 
elzine and placebo were maintained on chronic doses 
of benzodiazepines—three on diazepam, 15 mg/day, 
and one on alprazolam, 4 mg/day—but no other drug 
or medication use occurred during the s-udy. 


RESULTS 


Retention of subjects in this study was quite good, 
with a mean+SD stay of 6.4+1.8 weeks and no dif- 
ference across treatment groups (F=1.1, df=2, 31, p< 
0.3). As table 1 shows, Impact of Event Scale total 
scores dropped substantially in the phenelzine group 
and less in the imipramine grouo but rose in the pla- 
cebo group. The scores on the intrusion subscale of the 
Impact of Event Scale showed a significant decline in 
the medicated groups, particularly the group taking 
phenelzine (phenelzine group versus placebo and imip- 
ramine groups, F=9.8, df=1, 33, p<C.004), while the 
scores on the avoidance subscale showed no significant 
change. The Covi anxiety and Raskin depression 
scores did not decrease significantly in the groups tak- 
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TABLE 1. PTSD Symptems, Depression, Anxiety, and Global Assessment of 34 Vietnam Veterans Before and After Antidepressant Treat- 

















ment? 
Impact of Event Scale 
Intrusion Avoidance Raskin 
Total Subscale Subscale Depression Covi ~ 
Score” Score? Score Score Anxiety Score Global 
Assessment 
Group Mean SD Mean SD Mean SD Mean SD Mean SD (% improved)? 
Imipramine (N=12) 75 
Before 40 14.2 21 9.7 19 9.0 7.7 2.8 4.8 1.4 
After 30 15.9 16 14.8 14 6.6 6.4 3.1 4.2 1.7 
Phenelzine (N=11) 64 
Before 41 12.9 22 11.3 19 5.6 8.6 2.6 5.6 2:3 
After 20 13.6 9 9.3 11 6.0 6.6 3.0 4.3 2.3 
Placebo (N=11) 27 
Before 35 12.3 19 10.3 16 6.6 8.7 3.6 6.0 3.6 
After 36 14.3 20 8.9 16 8.3 8.3 4.0 6.6 4.6 











^F statistics are for repeated measures analysis of variance of the Time by Treatment interaction across the three groups; df=2, 31. 


ÞF=7.0, p<0.003. 
"F=6.2, p<0.006. 
4F=2.7, p<0.08. 


°F=5.7, p<0.06; for the two medications versus placebo, y?=5.4, df=1, p<0.05. 


ing medication. On the global assessment, the two 
medication groups together showed significantly more 
improvement than the placebo group. When the four 
veterans who were taking benzodiazepines were ex- 
cluded from the analysis, the findings were unchanged 
(F=6.5, df=2, 27, p<0.005, for the Impact of Event 
Scale total score; x7=5.8, df=1, p<0.05, for the global 
assessment). 

The three groups did not differ demographically or 
in baseline assessmer:ts of symptoms, exposure to com- 
bat (mean+SD scores=11.5+2.6 for placebo, 10.8+ 
3.5 for imipramine, and 8.4+5.4 for phenelzine; 
F=2.0, df=2, 31, p<0.2), or Research Diagnostic Cri- 
teria psychiatric disorders. While no veterans had ma- 
jor depressive disorders, 15 (44%) had minor depres- 
sion. Twenty-one (62%) had been substance abusers in 
the past, but none were currently abusing drugs or 
alcohol. 


DISCUSSION 


Both imipramine and phenelzine significantly im- 
proved PTSD symptoms in the veterans we studied. 
While the nonspecific anxiety measured by the Covi 
scale did not improve, the more specific anxiety symp- 
toms assessed by the Impact of Event Scale substan- 
tially improved, particularly with phenelzine. The in- 
trusion items of the Impact of Event Scale, which tap 
nightmares, flashbacks, and intrusive recollections, 
showed significant improvement, but the avoidance 
items, which tap emotional numbing, distance from 
loved ones, and active suppression of memories about 
Vietnam, did not. Tnis differential efficacy of pharma- 
cotherapy for intrusion-type symptoms was suggested 
in earlier case reports (4, 5). Our results with the Im- 
pact of Event Scale also support Hogben and Corn- 
field’s suggestion of greater efficacy of phenelzine than 


1290 


of tricyclics (1), although a larger sample ts needed for 
a definitive comparison of these two medications, since 
they both showed substantial efficacy. 

About a quarter (12 of 46) of the available veterans 
with PTSD did not participate in the study, suggesting 
the limitations of pharmacotherapy in this population. 
These veterans did not participate because of general 
refusal of medications, concurrent substance abuse, 
and, occasionally, side effects—primarily sedation. No 
major adverse effects, such as overdoses or hyperten- 
sive crises in subjects taking phenelzine, occurred. The 
good retention in treatment of these outpatient veter- 
ans reflected their weekly contact and participation in 
“rap groups” at the outreach center where the study 
was conducted. 

In general, these veterans had substantial PTSD 
symptoms and combat exposure but limited depres- 
sion. On the combat scale, only one veteran reported 
limited exposure to combat, but even his Impact of 
Event Scale was high. These veterans’ depression 
scores were only moderate, however, and none had a 
major depressive disorder. The limited change in de- 
pression may reflect this low baseline depression rather 
than lack of efficacy of the drugs, since these antide- 
pressants were clearly effective in this severe anxiety 
disorder. ` 
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Possible Synergism Between Fluoxetine and Lithium 
in Refractory Depression 


Harrison G. Pope, Jr., M.D., Susan L. McElroy, M.D., 
and Ralph A. Nixon, M.D., Ph.D. 





Five depressed patients who had shown no improve- 
ment with trials of antidepressants from several chem- 
ical families, including fluoxetine, responded when 
lithium was given in conjunction with fluoxetine. Lith- 
ium augmentation of fluoxetine may represent a useful 
strategy in refractory depression. 

(Am J Psychiatry 1988; 145:1292—1294) 





n expanding literature consisting of controlled (1, 

2) and uncontrolled studies (3) has documented 
that patients who do not respond to treatment with an 
antidepressant alone may benefit from the addition of 
lithium. We have recently used lithium augmentation 
successfully in five patients receiving fluoxetine, a 
novel antidepressant recently approved for use in the 
United States (4). We present brief descriptions of 
these cases, which are, to our knowledge, the first 
cases of lithium augmentation of fluoxetine to be de- 
scribed. 


CASE REPORTS 


Case 1. Mr. A, a 20-year-old man, was hospitalized for an 
episode of major depression (without melancholia or psy- 
chotic symptoms) diagnosed according to DSM-III-R criteria 
(these criteria were also used in the other cases we report). 
His symptoms had lasted 2 years. Sequential 4-week trials of 
nortriptyline, desipramine, tranylcypromine, and trazodone 
plus lithium (the latter two drugs started simultaneously) had 
all failed. The patient was then started on fluoxetine, 20 mg/ 
day. His initial Hamilton Rating Scale for Depression (5) 
score was 20, and his Clinical Global Impress:on (CGI) score 
for severity of depression (1=none; 7=most extremely de- 
pressed) was 4 (moderately depressed). On day 21 of fluox- 
etine treatment, Mr. A felt that his condition had not im- 
proved, and his Hamilton and CGI scores were unchanged. 
At this point lithium was added, and the dose was adjusted 
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to achieve plasma levels of 0.7—-1.1 meq/liter. By day 30 (day 
9 of lithium treatment), the patient first noted improvement, 
and by day 51 his Hamilton depression score had declined to 
3 and his CGI score to 2 (borderline depressed). He was 
discharged a few days later. On 8-month follow-up, Mr. A 
continued to be largely free of depression, although he had 
experienced brief partial relapses. The most severe relapse 
coincided with a fall in his lithium level to 0.4 meq/liter; the 
depression remitted within a week of increasing the lithium 
dose. 


Case 2. Mr. B, a 19-year-old man with major depression 
(without melancholia or psychotic symptoms) and obsessive- 
compulsive disorder, was admitted to the hospital after hav- 
ing failed to respond to trials of clomipramine, phenelzine, 
and phenelzine plus lithium. His initial Hamilton depression 
score was 17, and his CGI score was 4. Fluoxetine was 
started, and the cose was raised to 80 mg/day by day 6. Since 
Mr. B’s feelings of depression, his obsessions, and his Ham- 
ilton and CGI scores remained essentially unchanged by day 
26, lithium was added. By day 34, at a plasma lithium level 
of 0.8 meq/liter, his Hamilton depression score had declined 
to 8 and his CGI score to 2. More impressive, the patient 
noted the first improvement in his obsessions in 6 years. He 
was discharged a few days later and did well for the first 1— 
2 months; unfortunately, he then became noncompliant with 
the treatment regimen and was lost to follow-up. 


Case 3. Ms. ©, a 34-year-old woman with schizoaffective 
disorder, depressed type, who was receiving maintenance 
perphenazine, kad shown only a slight response to trials of 
doxepin, tranylcypromine, and nomifensine. In April she was 
started on fluoxetine, 40 mg/day. Her initial Hamilton de- 
pression score was 27, and her CGI score was 5 (markedly 
depressed). Within 1 month, her Hamilton score had 
dropped to 12 and her CGI score to 4. However, despite an 
increase in the dose of fluoxetine to 80 mg/day, her response 
gradually eroded, and by November her Hamilton score had 
returned to 23 and her CGI score to $. The fluoxetine was 
discontinued in May of the next year. 

In August fluoxetine was resumed, and lithium was added 
a month later. The lithium dose was adjusted to achieve 
plasma levels of approximately 1.0 meq/liter. Ms. C again 
improved and, unlike her previous experience with fluoxe- 
tine, maintained her response; the following January her 
Hamilton depression score was 13, and her CGI score was 4. 


Case 4. Mr. D, a 20-year-old man, had had a 1-year epi- 


sode of major depression (without melancholia or psychotic 
features), panic disorder, and obsessive-compulsive disorder 
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that forced him to leave college. Trials of desipramine, phen- 
elzine, and phenelzine plus trazodone had produced little 
improvement. Fluoxetine was then started. His initial Ham- 
ilton depression score was 26, and his CGI score was 4. At 
first, he reported improvement, but despite taking the per- 
mitted maximum dose of 80 mg/day of fluoxetine, he expe- 
rienced a gradual decrease in the antidepressant effect. By 
day 92 of fluoxetine treatment, Mr. D’s Hamilton score was 
21, his CGI score was 3, and he reported persistent obses- 
sions, occasional suicidal thoughts, and loss of libido. He 
subsequently showed no response or change in mood ratings 
after a 10-week trial of the investigational antidepressant 
sertraline (his Hamilton and CGI scores were 21 and 4, re- 
spectively). Fluoxetine was then resumed and lithium added; 
by day 36 of this combination, he was markedly improved 
(Hamilton score of 5 and CGi score of 1). His lithium level 
was maintained at 0.8-1.2 meq/liter. The patient described a 
substantial decrease in obsessions and, for the first time, a 
return of libido. He reentered college. 

After 5 months on the fluoxetine-lithium combination, 
Mr. D remained equally well. He had experienced one pro- 
nounced relapse into depression, which coincided with a lith- 
ium level of 0.3 meq/liter; the depression again resolved after 
the lithium dose was raised. 


Case 5. Ms. E was a 26-year-old woman who had had a 
7-year episode of major depression (with melancholia but 
without psychotic features) with concomitant bulimia ner- 
vosa of equal duration. She had been hospitalized twice pre- 
viously. Her depression and bulimic symptoms had been 
minimally responsive to systematic trials of imipramine, des- 
ipramine, maprotiline, phenelzine, tranylcypromine, tranyl- 
cypromine plus trazodone, tranylcypromine plus L-triiodo- 
thyronine, and tranylcypromine plus lithium (although 
lithium had been added for only 1 week). 

Ms. E was started on a regimen of fluoxetine, 20 mg/day. 
Her initial Hamilton depression score was 28, her CGI score 
was 6 (severely depressed), and she was binge eating and 
vomiting 20-30 times per week. By day 40, when she was 
taking 60 mg/day of fluoxetine, her Hamilton score had de- 
clined to 11, her CGI score to 3, and her binge eating to 1— 
2 times per week. This improvement continued for 2 months, 
but then depression and bulimic symptoms began to recur 
(Hamilton score of 17, CGI score of 4, and binge eating S— 
10 times per week) despite an increase in the fluoxetine dose 
to 80 mg/day. Lithium was added and plasma levels were 
maintained at approximately 0.5 megq/liter. Within 28 days, 
Ms. E’s Hamilton score had declined to 11, her CGI score to 
3, and her binge eating to 3—4 times per week. This improve- 
ment had been maintained for 9 months at this writing. Dur- 
ing this period, on two occasions, discontinuation of the 
lithium alone produced rapid worsening of depression and 
bulimia; discontinuation of fluoxetine alone was followed 4 
weeks later by severe relapse. In all three instances, resump- 
tion of the two-drug combination promptly alleviated de- 
pression and bulimia. 


DISCUSSION 
These cases, although uncontrolled, suggest that 


lithium may augment the efficacy of fluoxetine, an an- 
tidepressant recently approved for use in the United 
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States, Lithium appeared effective both in two patients 
initially unresponsive to fluoxetine (cass 1 and 2) and 
in three patients who displayed some initial response 
to fluoxetine but then seemed to devebp tolerance to 
its antidepressant effect (cases 3—5). Tae combination 
of drugs appeared successful in patients with simple 
major depression (case 1), schizoaffective depression 
(case 3), depression with obsessive-compulsive features 
(cases 2 and 4), and depression with Lulimia nervosa 
(case 5). No patient complained of mujor adverse ef- 
fects from the drug combination. 

Of particular interest, the fluoxetine lithium combi- 
nation appeared successful in patients whe were not 
only unresponsive to fluoxetine bis “super-unre- 
sponsive,” having failed to respond to zrials of antide- 
pressants from two to four other chen ical families as 
well. Three had even failed to respond -o previous lith- 
ium augmentation of another antidepressant (cases 1, 
2, and 5). 

In interpreting these findings, several cautions 
should be noted. First, ratings were nonblind. Second, 
the patients in cases 1 and 2 received litaium after only 
21 and 26 days of fluoxetine treatment: respectively; it 
might be argued that their improvemert was a delayed 
effect of fluoxetine rather than an effect of lithium aug- 
mentation. Third, the deterioration of the patients in 
cases 4 and 5 occurred during outpacient treatment, 
raising the possibility that they did nət comply with 
the treatment regimen. Fourth, Mr. E in case 2 had 
received his previous antidepressant taials from other 
psychiatrists, and we cannot be certain that these trials 
were adequate. The other four patient:, however, had 
received their previous trials from one of tke authors, 
with attention to adequate dosage, plasma levels, and 
duration of trials. Ms. C and Mr. D ir cases 3 and 4, 
however, had not been treated with lEbhium augmen- 
tation of a previous antidepressant, and Ms. E in case 
5 had had only a brief trial of lithium aigmentation of 
tranylcypromine. 

Even allowing for these cautions, the we:ght of the 
observations suggests that the fluoxetire-lithium com- 
bination deserves further study as a possible alterna- 
tive for patients whose depression is re@actory to other 
antidepressant regimens. It would also >e interesting to 
seek to determine the mechanism of ths apparent syn- 
ergistic effect, which is possibly attritmtabie to com- 
plementary serotonin-agonist pzopertes of the two 
drugs (6, 7). 
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Effects of Trazodone on Aggressive Behavior 
in Seven Patients With Organic Mental Disorders 


Elizabeth Pinner, M.S.N., and Charles L. Rich, M.D. 


Seven patients with organic mental disorders and 
physically aggressive behavior were treated with trazo- 
done. Three ceased demonstrating aggressive behavior 
within 4—6 weeks after starting trazodone treatment. 
Three had no discernible reduction in aggressiveness. 
One was unable to complete the trial. 

(Am J Psychiatry 1988; 145:1295—1296) 


A s the elderly population increases, so does the 
number of individuals who experience disturbed 
behavior due to organic brain disease. Simpson and 
Foster (1) reported positive therapeutic effects of tra- 
zodone on disturbed behavior associated with organic 
mental disorders in four patients who were more than 
60 years old. This occurred after these patients had 
shown no improvement with antipsychotic medica- 
tion. On the basis of this report, we felt that further 
clinical trials with trazodone for this circumstance 
were warranted. We report here on seven such patients 
who were treated with trazodone at the San Diego VA 
Medical Center. 


METHOD 


The seven subjects were male inpatients who had 
organic mental disorders with or without other psy- 
chiatric diagnoses and exhibited physically aggressive 
behavior. All of the patients were admitted from their 
care settings because of inability to manage their be- 
havior. All had had trials of other psychotropic med- 
ication (antipsychotics and/or tricyclic antidepres- 
sants) as well as behavior modification techniques 
before the trazodone trial, with no appreciable effect 
on their behavior. 

Treatment with trazodone was conducted on an 
open, nonblind basis. The dose of trazodone was in- 
creased until the patient responded, until a determi- 
nation was made by the treatment team that there 
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was no response, or until side effects precluded con- 
tinuation. The estimates of improvement were agreed 
upon by both of us after reviewing the inpatient 
clinical records. Patients were divided into three cate- 
gories: positive response, insufficient trial, and no 
response. 


RESULTS 


Data on the seven patients are shown in table 1. 
Three subjects (patients 1-3) had clearly improved. 
Patient 1 was admitted with a history of increasingly 
unmanageable and assaultive behavior toward the staff 
at a convalescent facility. On admission, he required 
soft restraints for safe control cf his behavior. Halo- 
peridol given as needed had no effect on tke assaultive 
behavior. Several days after admission, the patient was 
started on trazodone, which was gradually increased 
to 300 mg/day. One week later he was described as still 
very aggressive at times but pleasant and cooperative 
at others, After 20 days, the patient’s behavior had 
improved to the point where he could be easily super- 
vised without the use of soft restraints. After 37 days, 
he was having no further incidents of aggressive be- 
havior. He was discharged home to his family shortly 
thereafter. 

Three subjects (patients 5~7) were judged to have 
shown no improvement with trazodone. Patient 7 was 
admitted from a skilled nursing facility because of un- 
manageable assaultive behavior. Even though he was 
essentially bedridden, daily nursing care was nearly 
impossible because of his constant agitation. In addi- 
tion, for months he had screamed almost constantly 
when he was awake. A trial of haloperidol was discon- 
tinued because of neurological side effects. A subse- 
quent trial of thioridazine was considered to have been 
ineffective. Trazodone treatment was begun, with a 
gradual increase to 350 mg/dzy. An initial sedating 
effect was noted, but after 6 weeks this patient’s con- 
dition was felt to be essentially unchanged from his 
condition at admission. 

Patient 4 had an insufficient trial of trazodone be- 
cause he developed edema of the feet, which he had 
also experienced when taking cesipramine. 
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TABLE 1. Response to T-azodone of Seven Patients With Organic Mental Disorders and Aggressive Behavior 








Age 
Patient (years) Diagnosis 

1 65 Mixed organic brain syndrome 
secondary to head trauma and/or 
alcohol abuse 

2 65 Mixed organic brain syndrome 
secondary to head trauma 

3 71 Schizophrenia, primary degenerative 
dementia 

4 64 Primary degenerative dementia 

5 52 Mixed organic brain syndrome 
secondary to Huntirgton’s disease 

6 62 Alcoholic dementia 

7 63 Alcoholic dementia 


Maximum 

Trazodone Length of 
Dose Treatment Previous 

(mg/day) Response (days) Medication 
300° Positive 37° Haloperidol 
200° Positive 30° Haloperidol 
250° Positive 43° Haloperidol, 
thioridazine 

150 Unclear 11° Desipramine 
400 None 80% Haloperidol 
300 None 444 Haloperidol 
350 None 404 Haloperidol, 


thioridazine 





“Dose at which target signs were absent. 


Time from beginning of trazodone treatment to maximum improvement. 


“Trazodone discontinued because of medical problems. 


Time from beginning of :razodone treatment to determination of no response. 


DISCUSSION 


The replication of Simpson and Foster’s observa- 
tions (1) in some of our patients with organic mental 
disorders is impressive. It suggests further optimism 
about the management of this difficult and growing 
patient population, although our results also suggest 
some caution. It may be, however, that the apparent 
lack of response in three of our patients was due to an 
inadequate daily dose of trazodone. The decision to 
stop at the indicated doses was made by the treating 
team and (except for patient 4) did not result from the 
development of side effects. Our therapeutic temerity 
may have caused us to underestimate the effectiveness 
cf trazodone for these patients. The three of our pa- 
tients who clearly responded to trazodcne did so at 
somewhat lower doses than did Simpson and Foster’s 
patients. On the basis of the rate of progressive im- 
provement in these three patients, we would consider it 
more likely that inadequate doses were responsible for 
the nonresponse of three other patients if we had seen 
at least some improvement when they were taking 
doses in the 300-400-mg range. There did not appear 
to be any major identifying characteristics that sepa- 
rated the nonresponders from the responders. 

Another factor to consider in the evaluation of phar- 
macological treatment for aggressive behavior is the 
effect of programmed limit setting in a psychiatric mi- 
lieu. Indeed, the additional staff attention plus the be- 
havioral reinforcements of an acute treatment unit 
may be effective for many behaviorally disturbed per- 
sons with or without organic mental disorders. Our 
inpatient unit tends tc be conservative in the pharma- 
cological treatment of older patients. Thus, these pa- 
tients were characterized by lack of response to a reg- 
imen that consisted primarily of behavior modification 
techniques. The behavioral techniques were continued 
after trazodone treatment was begun, which compli- 
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cates the interpretation of possible trazodone effects. It 
is possible, hcwever, that trazodone’s effects allowed 
the patients te respond to the behavioral techniques. 

The theoretical rationale for the clinical use of tra- 
zodone in treating the aggressive behavioral disturb- 
ances of patients with organic mental disorders was 
adequately reviewed by Simpson and Foster (1). We 
are not able to add any further clarification about 
whether the effect of trazodone is related to its antide- 
pressant (2, 3), antianxiety (4), or some other proper- 
ties. A report on the effective use of a combination of 
tryptophan and trazodone in a younger, mentally re- 
tarded man suggests a more specific neuropharmaco- 
logical mechanism (5). Regardless of speculations about 
mechanisms, this observation suggests that it might be 
useful to try a trazodone-tryptophan combination in 
older patients who do not respond to trazodone alone. 

At this point we believe that further cautious clinical 
use of trazodone for treating aggressive behavior asso- 
ciated with organic mental disorders is warranted. We 
also conclude that more rigorously controlled trials are 
needed to attempt to separate effects of trazodone 
from those of nursing care and the natural history of 
the disorders. 
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Validating Structured DSM-III-R Personality Disorder 
Assessments With Longitudinal Data 


Andrew E. Skodol, M.D., Lyle Rosnick, M.D., David Kellman, M.D., 
John M. Oldham, M.D., and Steven E. Hyler, M.D. 


The authors observed 20 patients over time for mal- 
adaptive personality traits during hospitalization and 
made longitudinal diagnoses to validate Structured 
Clinical Interview for DSM-III-R (SCID) assessments 
of personality disorders. The SCID assessments iden- 
tified certain personality disorders better than others. 

(Am J Psychiatry 1988; 145:1297--1299) 





he definition of personality disorders by explicit 

criteria in DSM-III and their separate diagnosis 
on axis II of the DSM-ITI multiaxial system has stim- 
ulated clinical and research interest in them. Although 
more systematic study of personality disorders has 
been conducted in the years since the publication of 
DSM-III than in all the time before (1), more questions 
have been raised than answers found. 

To assist in the study of personality disorders nu- 
merous assessment instruments have been developed 
(2), including clinician-administered interviews, such 
as the Structured Interview for the DSM-III Personality 
Disorders (3), the Personality Disorder Examination 
(4), and the Structured Clinical Interview for DSM-III- 
R Axis II (SCID-II) (5), which are capable of making 
the full range of DSM-III-R personality disorder diag- 
noses. To date, however, none has been demonstrated 
to be superior to the others, at least in part because 
there is no validity standard for personality disorders 
with which an assessment can be compared. 

Spitzer (6) proposed a “longitudinal expert evalua- 
tion using all data” (LEAD) as a standard for compar- 
ing diagnoses generated by structured interviews in the 
absence of clear-cut external validators. Since the core 
of personality disorder is maladaptive behavior or 
traits that are characteristic of an individual’s recent 
and long-term functioning, are present in a variety of 
contexts, and are not limited to episodes of illness, a 
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longitudinal approach to validating cross-sectional 
personality disorder assessments seems especially ap- 
propriate. In this report, we describe cur initial expe- 
rience with making operational the LEAD standard. 
To our knowledge, ours is the first attempt to use this 
procedure in research. 


METHOD 


All applicants for long-term inpatient treatment of 
severe personality disorders on the General Clinical 
Research Service of the New York State Psychiatric 
Institute received a Structured Clinical Interview for 
DSM-IH-R Axis I (SCID-I) (5) and the SCID-I admin- 
istered by a psychiatrist. This inpatient service has pro- 
vided treatment for patients with severe character pa- 
thology for many years. We used a ve-sion of SCID-I 
with which the interviewer asks about every item for 
each of the 11 DSM-III-R personality disorders and 
the controversial category of self-defecting personality 
disorder that appears in appendix A of DSM-III-R. 
The only exception was for antisocial personality dis- 
order; if the childhood antisocial criteria were not met, 
the questions in the adult section werz not asked. 

A clinical team, blind to the resezrch assessment, 
also interviewed all applicants and admitted those 
judged suitable for treatment. After a period of inpa- 
tient observation and treatment sufficiently long for a 
clear pattern of characteristic functioning to emerge 
and for axis 1 symptoms to subside, a LEAD confer- 
ence was held. This conference was conducted by the 
senior ward psychiatrist (L.R.) witk representatives 
from psychiatry, nursing, social wo-k, and occupa- 
tional therapy. Blind to the SCID diagnoses, they rated 
each criterion of every DSM-III-R personality disorder 
by consensus on the basis of patient behaviors during 
daily living on the ward, community meetings and ac- 
tivities, and group, family, and individual psychother- 
apy. The presence of personality disorders and traits 
was rated on a 4-point scale (1=no or very few traits, 
2=some traits, 3=almost meets DSM-III-R criteria, 
and 4=meets DSM-III-R criteria) (7). 

Eighty-five percent of the patients admitted were 
women; their mean age was 28.5 years (range, 20—38). 
Only two were married; three were divorced, and one 
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TABLE 1. Association Between Diagnoses Based on Longitudinal Expert Evaluation Using All Data (LEAD) and Structured Clinical Inter- 
view for DSM-III-R (SCID) Assessments for 20 Patients With Personality Disorders 























Diagnosis 
Positive by Negative by Measure of Association 

Positive Negative LEAD, LEAD, Positive Negative Overall 
Personality by Both by Both Negative by Positive by Predictive Predictive Diagnostic 
Disorder Systems Systems SCID SCID Power" Power” Power“ 
Paranoid 3 11 2 4 0.43 0.85 0.70 
Schizoid 0 17 1 2 0.00 0.94 0.85 
Schizotypal 3 15 0 2 0.60 1.00 0.90 
Antisocial 3 16 0 1 0.75 1.00 0.95 
Borderline 16 1 3 0 1.00 0.25 0.85 
Histrionic 3 11 3 3 0.50 0.79 0.70 
Narcissistic 3 6 10 1 0.75 0.38 0.45 
Avoidant 5 7 0 8 0.38 1.00 0.60 
Dependent 4 13 0 3 0.57 1.00 0.85 
Obsessive-compulsive 3 10 0 7 0.30 1.00 0.65 
Passive-agegressive 4 10 5 1 0.80 0.67 0.70 
Self-defeating 8 4 4 4 0.67 0.50 0.60 





*The positive predictive power is the ratio of true positives according to the SCID to all positive results. 
The negative predictive power is the ratio of true negatives to all negative results. 
“The overall diagnostic power is the ratio of all true test results to the total number of tests administered. 


was widowed. The length of hospital observation ranged 
from 6 to 57 weeks, with a mean of 30.8 weeks. 


RESULTS 


Table 1 presents the association of cross-sectional 
personality disorder assessments by SCID-II with 
LEAD diagnoses for the initial 20 patients admitted to 
the service. Multiple diagnoses were the rule for both 
methods; 4.6 personality disorder diagnoses per pa- 
tient were made by the SCID and 4.1 diagnoses per 
patient by the LEAD. Sixteen of the 20 patients re- 
ceived diagnoses of borderline personality disorder by 
the SCID. Avoidant personality disorder (N=13) was 
the next most frequent. Nineteen patients were diag- 
nosed as having borderline personality disorder and 13 
as having narcissistic personality disorder by the 
LEAD. 

Of the 20 patients, 19 were each diagnosed by 
SCID-I as having at least one current axis I disorder. 
Seventeen had mood disorders (15 major depression), 
10 had anxiety disorders, five had eating disorders, 
and four had psychoactive substance use disorders. 


DISCUSSION 


This paper presents an application of Spitzer’s 
LEAD standard and initial results on the association 
between structured interview diagnoses of personality 
disorders and longitudinal diagnoses. The results have 
been presented in terms of the predictive power of the 
interviews, since the LEAD is presumed to be the cri- 
terion diagnosis to which the initial assessments are to 
be compared. A test’s predictive power is salient when 
the test is being used to select persons with a particular 
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diagnosis for specialized treatment (8), as is the case in 
this study’s inpatient setting. 

Overall, this initial report suggests that the LEAD 
standard can be used in personality disorder research 
and that cross-sectional assessments have some poten- 
tial for diagnosing the long-term personality dysfunc- 
tion characteristic of personality disorders. Diagnoses 
of disorders with distinctive psychopathology, defined 
behaviorally (i.e., antisocial and schizotypal personal- 
ity disorders), are more accurate than diagnoses of dis- 
orders whose items require more inference on the part 
of the interviewer, such as narcissistic and self-de- 
feating personality disorder. Avoidant and obsessive- 
compulsive personality disorders are associated with 
high false positive rates and no false negatives when 
diagnosed with the SCID, suggesting that the criteria 
for these disorders are too easily met in their current 
form. The diagnosis of borderline personality disorder 
occurred too frequently and schizoid personality dis- 
order too infrequently in our sample for adequate tests 
of the ability of the clinician using SCID to make these 
diagnoses. 

Many questions remain. The reliability of LEAD di- 
agnoses is to be determined. Likewise, the best mech- 
anism for arriving at a LEAD diagnosis and the opti- 
mal characteristics of the “expert” are unknown. A 
formal study of the effect of depressed or anxious state 
(9) on DSM-III-R personality disorder diagnoses 
should be done. Other structured interviews, such as 
the Structured Interview for the DSM-III Personality 
Disorders or the Personality Disorder Examination, 
with divergent approaches to personality disorder di- 
agnosis, should be compared by using longitudinal 
standards. The effect of different diagnostic thresholds 
on agreement should be determined. Samples of patients 
with different demographic characteristics should be 
studied. The LEAD, however, shows promise as a pro- 
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cedure to validate instruments for diagnosing personality 
disorders. 
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Book Forum 
Nancy C. Andreasen, M.D., Ph.D., Editor 


DSM-HI-R: THE VIEW FROM HERE AND ABROAD 





Diagnostic and Statistical Manual of Mental Disorders, 3rd 
ed., revised (DSM-III-R), by the American Psychiatric Asso- 
ciation. Washington, D.C., APA, 1987, 567 pp., $39.95; 
$29.95 (paper). 


The first diagnostic and statistical manual for psychiatry, 
DSM-I, was issued in 1952 and lasted 16 years. DSM-II, 
issued in 1968, had a life span of 12 years, succeeded in 1980 
by the all-time psychiatric best seller and profit maker, DSM- 
III, which has now become obsolete after a mere 7 years, 
teplaced by this revised edition, DSM-III-R. Dr. Allen Fran- 
ces, who is'in charge of the Task Force on DSM-IV, has 
already announced a publication target date of 1992, mean- 
ing that DSM-III-R will enjoy only 5 years of hegemony. 
Surely, that is approaching the speed limit for revisions of 
our diagnostic schema. The brief life span cf DSM-III, not 
applauded by everyone in the field, is attributed by some to 
the rapidly advancing state of psychiatric knowledge and the 
desire to keep our diagnostic schema closely linked to the 
vast effort in clinical research, much of which was stimulated 
by the operational criteria and diagnostic precision that were 
such important innovations of DSM-III. Others, more cyn- 
ical, have speculated that the anticipated sales (and profits) 
of the revision contributed to a pressure for publication. 
Those who opposed a mid-cycle revision of DSM-III in ad- 
vance of a complete new DSM-IV argued tkat too frequent 
change hampers research based on agreed-on definitions of 
entities and confuses clinicians who prefer a stable set of 
familiar definitions to guide their thinking and to use in com- 
municating with the multiple external agencies with which 
the modern psychiatrist must deal. Furthermore, some ar- 
gued that there are basic conceptual flaws in DSM-III that 
require a fresh start (DSM-IV) rather than a revision. A re- 
view of DSM-III-R reveals that only a few of the revisions 
are major, for example, the classification of sexual disorders 
(ego-dystonic homosexuality has been dropped), the sharper 
delineation of axis IL or the revised section on sleep disor- 
ders. Most of the changes are minor and will be welcomed by 
clinicians who will find the new criteria closer to their own 
experience. 

The process of revising DSM-III, led by Robert Spitzer, 
was similar to that which he used in its original construction. 
Broad consultation with experts from a variety of interest 
groups and with the Board of Trustees and the Assembly of 
District Branches of APA led to consensus decisions that 
were primarily scientific although clearly influenced by po- 
litical considerations. The debate over the inclusion of mas- 
ochistic personality disorder provides a dramatic example of 
how the process worked. After a good deal of preliminary 
discussion, Dr. Spitzer convened a meeting in which several 
clinician members of APA presented their arguments for the 
inclusion of such a category, while a group of feminist psy- 
chologists, primarily interested in the issue of wife abuse, 
voiced their fierce opposition. Many of the latter did not 
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deny the existence of the disorder; rather, they argued that its 
inclusion would make it easier for wife beaters to escape 
legal consequences by being able to plead psychiatric illness. 
Some might see this argument, whether or not it is valid, as 
irrelevant to the construction of a diagnostic entity and, as a 
corollary, question the appropriateness of inviting such par- 
ticipants to the meeting. Out of this dispute came the com- 
promise that we find in DSM-III-R. The entity is called “self- 
defeating personality disorder” out of concern that the term 
“masochism” carries too much emotional baggage and 
might be especially offensive to women. This entity is listed 
only in an appendix as one of several “proposed diagnostic 
categories needing further study.” This may be a good way 
to introduce a new diagnostic category, controversial for 
whatever reason, but it highlights a problem that was already 
apparent in the creation of DSM-III-—~political consider- 
ations of all kinds, not only those of researchers and clini- 
cians, powerfully influence the process. One might hope that 
as scientific knowledge accumulates, politics will play a 
smaller role. However, the decisions being made now will 
influence future research, and, further, the precedent of giv- 
ing special interest groups a voice in the definition of psychi- 
atric illnesses will make it difficult to exclude them from the 
process in the future. 

In our 1981 review of DSM-III in these pages (1) we were 
concerned that it would prove “difficult to teach, particularly 
to students who have had little clinical experience or per- 
sonal familiarity with psychiatric patients, The absence of 
comprehensive organizing principles . . . tends to leave one 
with confusing masses of data.” We thought that it would be 
difficult for the student to develop an integrated “clinical 
picture” of the individual patient if he or she focused too 
narrowly on the criteria for establishing a DSM-III diagno- 
sis. This, unfortunately, has turned out to be the case. As 
Reiser (2) has described it, medical students and residents 
today, influenced by the adynamic and relatively nonhistor- 
ical characteristics of DSM-III, have tended to approach 
their patients wizh the primary goal of establishing diagnos- 
tic certainty rather than knowing their patients’ clinical life 
stories, of which the psychiatric diagnoses are but one part. 
Establishing the diagnosis is often done at the expense of 
curiosity about the patient. Some hoped that the multiaxial 
system would help to provide this broader perspective, but 
although rating stressors and global functioning may provide 
quantitative measures they do not contribute importantly 
toward a richer or more textured understanding either of the 
patient or of the patient’s illness. An axis describing mecha- 
nisms of defense, which might have helped to focus on en- 
during characteristics of the personality that influence 
expression of disorders, was aborted during the early con- 
sultations on DSM-III-R. A nomenclature must have a lim- 
ited scope and intent, but the general comprehensiveness of 
DSM-III-R, with its glossaries, indexes, and stress and func- 
tion axes, implies to some a completeness of psychological 
description that is far greater than possible or appropriate 
for a diagnostic classification. Further, the extraordinary suc- 
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cess of the book gives it an aura of definitiveness to which it 
does not itself lay claim. As the introduction to DSM-III-R 
puts it, “Making a DSM-III-R diagnosis represents only an 
initial step in a comprehensive evaluation” (p. xxvi). 

Although the volume claims to be “theoretical with re- 
gard to etiology or pathophysiologic process” (p. xxiii), the 
classification does lean toward a hierarchy of syndromes 
along lines that are most compatible with current biological 
thinking. Of course, all classification reflects some underly- 
ing theory, and DSM-III-R makes an implicit assumption 
that psychiatric syndromes will one day be understood as 
representing underlying biologically distinct entities. The de- 
sire to exclude reference to dynamically unconscious mental 
activity continues to hamper description in some categories 
and leads to unnecessary clumsiness in others. For example, 
the narcissistic personality disorder easily describes the 
overtly aggressive expressions of narcissistic conflict but 
deals poorly with the equally disturbed quiet, passive narcis- 
sistic patient whose grandiosity is concealed behind a facade 
of compliance or shyness. Similarly, the more grossly disor- 
dered histrionic character is well described, but the better 
integrated, classically described hysterical character who 
conflictually sexualizes almost all aspects of life is essentially 
omitted. Finally, the reader attempting to understand the 
new self-defeating personality disorder will learn that the 
person who has it may “often avoid or undermine pleasur- 
able experiences, be drawn to situations or relationships in 
which he or she will suffer, and prevent others from helping 
him or her” (p. 371). However, a few lines later we read that 
“the name [masochistic personality disorder] ...has been 
changed to avoid... the implication that a person with the 
disorder derives unconscious pleasure from suffering.” The 
easiest way to resolve the apparent contradiction between 
these statements is to study the social and political history of 
DSM-III and DSM-III-R rather than the text. That is unfor- 
tunate for the student who wants to learn about patients 
rather than about nosologists. The aim of excluding dynamic 
considerations is not quite as dogged in DSM-III-R as in 
DSM-III but continues to lead to unnecessary oversimpli- 
fication of descriptions of important disorders. 

We have not addressed the many individual changes that 
have been made in DSM-III-R. The creators of the volume 
have clearly been responsive both to research and to clinical 
criticism. Although there have been sharp complaints con- 
cerning some of the new categories (e.g., sleep disorders), the 
majority of the changes improve the manual and provide 
both a better basis for current diagnosis and better opportu- 
nities for future research. In 1981 we said that if DSM-III 
were truly successful, DSM-IV would be different in impor- 
tant ways. Drs. Spitzer and Williams close their introduction 
to DSM-III-R by telling us that the work group that wrote it 
had far more data than did the task force that developed 
DSM-III and that “the prospects for the future, and for 
DSM-IV in particular, are bright.” We concur; these pros- 
pects in no small measure reflect their enormous contribu- 
tion, for which the profession owes them honor and grati- 
tude. We envision a DSM-IV, now entrusted to Allen 
Frances, that, like American psychiatry itself, will be less 
preoccupied with the doctrinal schisms that shaped DSM-III 
and DSM-III-R, will be more accepting of the clinical as well 
as the research roots of psychiatric knowledge, will be more 
interested in the psychological processes that have always 
been a central theme of psychiatry, and will continue the 
evolutionary process that can be traced back through Robert 
Spitzer to Emil Kraepelin. 
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This volume appears only 7 years after its predecessor, 
DSM-III, and is explicitly presented as a revision of that 
third edition rather than as a fourth edition. There are ex- 
cellent reasons both for its relatively early appearance and 
for its comparatively modest status. 

DSM-III was a landmark. For the first time in any national 
or international glossary it provided detailed definitions for 
almost every diagnostic category and for most of the techni- 
cal terms used in those definitions. Thus, DSM-III made it 
possible for psychiatrists to make diagnoses with a reliability 
comparable to that achieved in other branches of medicine. It 
incorporated other fundamental innovations as well. It was 
multiaxial; the traditional grouping of syndromes was radi- 
cally changed; and many hallowed terms, like “psychosis” 
and “neurosis,” were abandoned. When DSM-III was first 
published in 1980, the task force that had created it and 
APA’s Board of Trustees were both apprehensive because 
neither was confident that it would be well received by the 
membership at large, still less that it would actually be used 
in the way that its creators intended. However, as we now 
know, it succeeded beyond all expectations. It has been used 
enthusiastically at least by the younger generation of psychi- 
atrists not only in the United States but worldwide, it has 
been translated into 13 other languages, and it has had a 
major impact on the tenth revision cf the International Clas- 
sification (ICD-10). Indeed, it enabled the World Health Or- 
ganization (WHO) to make radical changes in the format of 
the mental disorders section of ICD-10 that would previ- 
ously have been politically impossible. 

There were sound reasons, therefore, for retaining un- 
changed the main format of DSM-HI. On the other hand, 
many minor shortcomings had emerged in the 7 years. Some 
of these were apparent and commented on from an early 
stage, others emerged with increasing experience using DSM- 
II in everyday clinical practice, and others were the result of 
research based on DSM-III criteria or comparisons of these 
with alternative or modified criteria. As a result, DSM-III-R 
does not differ from DSM-III in any fundamental respect, 
but there are innumerable minor changes in every section— 
in organization, in nomenclature, and, above all, in the de- 
tailed definition of individual syndromes. 

The work group entrusted with the task of revising DSM- 
III was chaired by Dr. Robert Spitzer, who had, of course, 
chaired the original DSM-III task force and was its driving 
force. The work group was assisted by no fewer than 26 
advisory committees with more thar. 200 members. In effect, 
therefore, most senior members of the clinical research com- 
munity, including many clinical psychologists, had a hand in 
the revision. Almost every statement in the original glossary, 
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and certainly every definition, has been subjected to detailed 
scrutiny, and one can be fairly confident that the revised text, 
whatever its shortcomings, does at least reflect informed con- 
temporary North American opinion. Indeed, as a transatlan- 
tic reviewer I cannot avoid making rather wistful compari- 
sons between the resources and the hours of expert time 
devoted by APA to the revision of DSM-III and those de- 
voted by the WHO to a much more radical revision of the 
mental disorders section of ICD-10. Despite the number of 
consultations and committee meetings, however, there were 
relatively few field trials. Unlike those of DSM-III, the re- 
vised definitions of DSM-III-R were not subjected to reliabil- 
ity studies before publication, and formal field trials of any 
kind were mounted only for disruptive behavior disorders, 
pervasive developmental disorders, and some forms of anx- 
iety disorder. 

It is impossible in 2 brief review to comment on more than 
a few of the more important innovations and alterations. 
Mental retardation and pervasive developmental disorders 
(but not gender identity disorders) have been transferred 
from axis I to axis IJ, so that the latter now contains most 
conditions starting in childhood or adolescence and persist- 
ing in a stable form throughout life. The rather crude ratings 
of axis IV (severity of psychosocial stressors) and axis V 
(highest level of adaptive functioning) in DSM-III have both 
been improved, in the former by distinguishing between 
acute events and enduring circumstances, in the latter by 
introducing separate ratings for the present and the recent 
past and using the Global Assessment of Functioning Scale 
for each. The definition of drug dependence has been broad- 
ened and made more explicitly behavioral, with the result 
that the different categories of psychoactive substance depen- 
dence now embrace much of what in DSM-LII was regarded 
simply as substance abuse. The definition of paranoid disor- 
der has also been enlarged to include, as European psychia- 
trists have always done, patients with grandiose, somatic, 
and erotomanic delusions as well as those with delusions of 
persecution or jealousy. Schizoaffective disorder has now 
been defined for the first time, and the inappropriate stipu- 
lation that schizophrenia must start before the age of 45 has 
been dropped. Tobacco dependence has become nicotine de- 
pendence in recognition of the evidence that nicotine is the 
crucial ingredient, and agoraphobia with panic attacks has 
become panic disorder with agoraphobia in deference to 
those who maintain that panic attacks are usually the pri- 
mary disturbance. The rules of the old hierarchy that mini- 
mized the occasions on which multiple diagnoses were re- 
quired have been relaxed to make it possible to diagnose an 
anxiety disorder in the presence of major depression or schiz- 
ophrenia. A few diagnoses like schizoid disorder of child- 
hood or adolescence and zoophilia have been dropped be- 
cause they were almost never applied, and a few new ones 
like cluttering and posthallucinogen perception disorder 
have been introduced. Three other diagnoses (late luteal 
phase dysphoria discrder, sadistic personality disorder, and 
self-defeating personality disorder) have been introduced in a 
separate appendix, on probation as it were, presumably as a 
result of unresolved arguments about whether they merited 
inclusion. Finally, homosexuality has now been eliminated 
completely, a testimony to the usually unacknowledged fact 
that the concept of mental disorder is fundamentally social 
rather than biological. 

Michelangelo once remarked that “trifles make perfection 
and perfection is no trifle.” Perhaps, therefore, it is no dis- 
respect to Robert Spitzer and his colleagues to say that most 
of the changes introduced in this new manual are fairly tri- 
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fling. Perfection has not yet been reached, of course, but 
there is no doubt that cumulatively these minor changes con- 
stitute a substantial improvement. In some ways the most 
important decisions the work group had to make concerned 
the balance of advantages between changing a definition in 
order to improve it a little and leaving it unchanged for the 
sake of continuity. | suspect that I would have been rather 
more conservative here, for | have experienced the difficulties 
created for long-term clinical research by changes in diag- 
nostic criteria ard terminology. Certainly, a lot of interview 
schedules are now going to have to be extensively revised and 
many computer programs rewritten. I hope too that I would 
never have saddled my colleagues with such clumsy terms as 
“late luteal phase dysphoria disorder” and “gender identity 
disorder of adclescence or adulthood, nontranssexual type.” 
Imagine Bleulez entitling his 1911 monograph “The Loosen- 
ing of Association Disorders of Adolescence or Adulthood, 
Nonbenign Type.” 

As Dr. Spitzer and his colleagues would probably be the 
first to admit, the weakest section of the manual is that deal- 
ing with personality disorders. Despite the efforts of a sub- 
committee with 38 members, no important innovations have 
emerged. One or two novel types of disorder have been pro- 
posed, but as a group personality disorders remain, as they 
are in ICD-10, a jumble of overlapping clinical concepts 
unrelated either to theories of personality development or to 
the dimensions of personality identified in normal popula- 
tions. Certainly, personality disorder will be one of the big 
challenges for the future, and before long it will be time to 
start work on DSM-IV, the next “‘still frame” in the series. 
But for the next few years DSM-ITI-R will be APA’s official 
nomenclature and there is no doubt that it represents a sub- 


stantial improvement over its distinguished predecessor, 
DSM-III. 


R.E. KENDELL, M.D. 
Edinburgh, Scotland 


SOMA AND PSYCHE 





Somatization and Hypochondriasis, by John Kellner. New 
York, Praeger, 1986, 388 pp., $60.00. 


Since hypochandriasis was first described by Diocles about 
350 B.C., knowledge of it and of somatization has continued 
to be imprecise and little different from what it has been in 
the past. Regardless of whether definitions and concepts of 
somatization and hypochondriasis are meaningful or useful, 
about 30% of patients seeking health care suffer from so- 
matic symptoms for which no discrete structural cause can 
be found. 

Kellner’s comprehensive review of research on somatiza- 
tion, which lists about 800 references, suggests that there is 
a complex relationship among somatic symptoms, hypo- 
chondriacal concerns, pain, anxiety, depression, and the con- 
viction that one has a disease. Also, research indicates that 
functional somatic symptoms usually are not conversions but 
result from or coexist with emotional disturbances. 

Evidence supporting the etiologic significance of genetic 
factors responsible for functional somatic symptoms comes 
from a few family studies and, generally, is considered either 
weak or inconclusive. Learning in the family environment, 
parental attitudes toward the expression of emotions, and 
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social class and cultural factors influence pain thresholds and 
tolerance as well as behavioral responses to symptoms. 

Kellner presents a schema for understanding functional 
somatic symptoms, hypochondriacal reactions, and hypo- 
chondriacal neurosis that includes such predisposing factors 
as disease in the family, parents’ hypochondriacal attitudes, 
and physical disease early in life. Those predisposing factors, 
along with precipitating events, lead to the development of 
somatic symptoms and the fixed belief that one has a phys- 
ical illness. Both the conviction that one is ill and the symp- 
toms are sustained by learning, conditioning, and iatrogenic 
reinforcement. Continued symptoms, medical treatment, and 
the adoption of the sick role intensify the condition and pro- 
duce unfavorable personal interactions and consequences. 

The number and variety of treatments available for hypo- 
chondriacal patients support the validity of the maxim that, 
when there are many treatments for an illness, no treatment 
is really effective. Kellner outlines a therapeutic approach 
consisting of medical care, supportive psychotherapy, phys- 
ical exercise, behavioral medicine techniques, group therapy, 
and, importantly, specific medications for anxiety and/or de- 
pression when either or both are present. As Kellner notes, in 
1711 Mandeville described the physician’s role: 


I allow myself time to hear and weigh the Complaints 
of my Patients....1 take pains to be well acquainted 
with the manner of living of my Patients, and am more 
curious in examining them than there is occasion for a 
Man to be in any Distemper; not only to penetrate into 
the Procatartick causes, but likewise the better to con- 
sult the Circumstances as well as Idiosincrasy of every 
particular Person. (p. 8) 


That classic statement is as meaningful today as it was al- 
most three centuries ego. 

A substantial percentage of patients with somatization or 
hypochondriasis recover with explanation, support, and/or 
psychotherapy. The prognosis is worse when the patient has 
a coexisting character disorder, and suicide is a risk, espe- 
cially in the older patient. Generally, patients with hypo- 
chondriacal neurosis have poorer prognoses than those with 
other common neuroses; however, Kellner reports that as 
many as 50% of patients with hypochondriacal neurosis im- 
prove substantially. 

Kellner’s excellent review of research on somatization dis- 
orders and hypochondriasis, along with his clinical experi- 
ence, provides the basis for his lucid, up-to-date summary of 
knowledge about this common, disturbing symptom com- 
plex. As I looked at the summaries of many investigations, I 
became convinced that we need to know more about the 
people with somatization disorders and hypochondriasis 
than about their symptoms. Unfortunately, psychiatrists usu- 
ally see patients with somatization disorders or hypochon- 
driasis only after these patients have had repeated, often frus- 
trating, experiences with physicians and, sometimes, needless 
surgery. By then, iatrogenic and fundamental illness factors 
are so intertwined that they are difficult to separate and little 
progress in understanding the condition can be made. 

This volume is recommended. It should be placed in every 
physician’s library after he or she has read it. 


JOHN J. SCHWAB, M.D. 
Louisville, Ky. 
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Self-Mutilation in Culture and Psychiat-y: Bodies Under 
Siege, by Armando R. Favazza. Baltimore, Jobns Hopkins 
University Press, 1987, 270 pp., $30.00. 


The author states, “A major goal of tkis book is to strip 
away the mysterious aura that surrounds self-mutilation” (p. 
3). For most psychiatrists, the term “self-mutilation” tends 
to conjure up images both of the korderline personality dis- 
order type of repeated wrist lacerations or the grossly psy- 
chotic patient’s bizarre, often grotesque mutilations, These 
forms of self-mutilation are indeed addressed in this book, 
but its main strength is that Dr. Favazza frames these current 
psychopathological behaviors in the context of the develop- 
ment of both Eastern and Western civilization and traces the 
roots in culture and religion of self-mutiletion as an attempt 
at self-healing. That is, rather than the approach of “What 
are we going to do about the present epidemic?” we have an 
approach that frames these behaviors in the context of hu- 
man development. 

The book starts out with three chapters that attempt to 
form a biopsychosocial basis for understanding the back- 
ground of self-mutilation. These include examining mutila- 
tive beliefs in religion and culture and an attempt to compare 
human and animal self-mutilation. The chapters on religion 
and ethology are quite effective, especially the examination 
of blood customs across cultures; however, I found the chap- 
ter on animals and self-mutilation to be .ess well done. 

Part two of the book reviews in detail a huge number of 
published cases and reports of human self-mutilation. These 
are broken into sections that cover diferent parts of the 
anatomy, such as the head, limbs, skin, and genitals. In these 
chapters, the author moves between current mutilative prac- 
tices in psychiatric patients and reported cases of similar 
mutilation found in other cultures and trmes in “nonpatho- 
logical” settings. The value of these chapters is that a great 
many of the published cases available ia the literature are 
reviewed. A shortcoming, however, is that the examples tend 
to go on and on. By the end of these chapters Dr. Favazza has 
successfully made at least one of his major points. That js, 
whatever the most disturbed psychotic schizophrenic pa- 
tients may do to themselves—enucleate themselves, cut off a 
hand, or remove all or part of their genitals—some form of 
behavior similar to this has been found in another culture or 
at a previous time and was seen as nonrathological or even 
as a necessary part of a religion or belied. 

Part three of the book, Discernment and Therapy, is the 
least successful section. The previous chepters demonstrated 
that self-mutilation is nothing new, and the two chapters in 
the last section focus on understanding current pathological 
self-mutilators and their treatment. There is a good discus- 
sion of the deliberate self-harm syndrome. Dr. Favazza de- 
scribes the relief experienced by many patients with border- 
line-type personality disorders when cutting themselves. 
However, the index lists only three pages dealing with fac- 
titious disorder, and these pages incluce very little on the 
disorder. It is hard to understand why a book with a subtitle 
of Bodies Under Siege does not more d:rectly address facti- 
tious disorder or Munchausen syndrome, because, in my 
experience, patients with this disorder ar2 the sine qua non of 
this genre. Also, at times the treatment a_ternatives described 
seem inadequate or simple-minded. For example, when dis- 
cussing what to do with a psychotic person and the Biblical 
passage about removing an offensive eve or hand, Dr. Fa- 
vazza states that ‘‘although it is not feasible to deny these 
patients access to a Bible, one might consider removing or 
crossing out the troublesome paragraphs.” On the other 
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hand, overall this is a careful examination of a difficult area. 
Dr. Favazza has brought a breadth of discussion and depth 
of review not found before regarding patients who harm 
themselves. The book should be included in most reference 
libraries, and especially those of practitioners who deal with 
these disturbing patients. 


RICHARD K. RIES, M.D. 
Seattle, Wash. 


Silent Boundaries: Cultural Constraints on Sickness and Di- 
agnosis of Iranians in Israel, by Karen L. Pliskin. New Ha- 
ven, Yale University Fress, 1987, 283 pp., $25.00. 


Most American psychiatrists do not care about the prob- 
lems of Israeli psychiatrists and their Iranian patients. It 
is an arcane topic of limited relevance for us. Yet, Silent 
Boundaries transcends its ethnic protagonists and presents 
valuable insights on a universal clinical dilemma—namely, 
the interaction between patients and psychiatrists of differing 
backgrounds. 

The setting of the book is Jerusalem, where the author, a 
Persian-speaking Jewish American who is a medical anthro- 
pologist, lived for 2% years. She found that Israeli medical 
and mental health professionals expressed difficulties under- 
standing their Iranian immigrant patients, whose aches, 
pains, and other symptoms could not be diagnosed either 
medically (results of physical examination nd biological 
tests were normal) or psychiatrically (DSM-III criteria were 
not met for any disorder), Since rational treatment demands 
a diagnosis, the impasse’ was resolved by coining a term for 
the symptoms of the problematic patients: “Parsitis” or “the 
Persian syndrome.” The problem with this resolution, how- 
ever, was that the cul-urally constructed pseudo-diagnosis 
was based on frustrations and misunderstandings that often 
resulted in therapeutic failure. 

The book clearly demonstrates how cultural differences 
between patients and therapists affect clinical encounters. 
Narabati, for example, is a uniquely Iranian term used to 
express undifferentiated emotional and physical feelings. Its 
causes and expression vary from situation to situation, per- 
son to person, and family to family. It is a pivotal emotion 
that is “related to notions of private arid public, inner and 
outer, and the individual and others as conceptualized and 
practiced in Iranian culture, social structure, and communi- 
cation patterns.” Most Iranians do not divulge their narabati 
for fear of being exploited. Instead, they come to the clinical 
encounter with anger and with a host of physical symptoms 
that defy biological understanding. In fact, they are de- 
pressed, but because they do not demonstrate symptoms that 
Western psychiatry associates with depression, they are said 
to be afflicted with ‘“‘Parsitis.” 

The importance of Silent Boundaries for general readers 
rests not so much with its specific, fascinating details but, 
rather, with its demonstration of the impact of culture on the 
clinical encounter and on emotional expression. Unlike 
chemical reactions that take place in a sterile laboratory, 
human reactions—molecular, psychological, and social— 
take place in a cultural matrix teeming with allusions, illu- 
sions, and delusions. Indeed, psychiatry withcut culture is 
like stew without sauce. And psychiatrists who understand 
and use cultural forces may well discover that their pills are 
more potent and their interpretations more wise. 


ARMANDO R. FAVAZZA, M.D., M.P.H. 
Columbia, Mo. 
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TEMPERAMENT, PERSONALITY, AND 
PERSONALITY DISORDERS 





Temperament in Clinical Practice, by Stella Chess and Alex- 
ander Thomas. New York, Guilford Press, 1986, 315 pp., 
$30.00. 


This is an ambitious and important book, one likely to be 
read widely by clinicians, developmental psychologists, and, 
I hope, thoughtful parents. In his foreword, Melvin Lewis 
aptly characterizes this special offering as “the distillation of 
years of careful observations and compassionate work with 
children and their parents over their lifetimes” (p. viii). In- 
deed, Chess and Thomas have brought together wisdom 
drawn from their longitudinal research and office practice. It 
is this very blend of research and clinical experience which 
makes this book so special. The reader is deftly guided 
through lucid presentations of major constructs, consider- 
ations of developmental phases, well-written case examples, 
and relevant data from the authors’ extensive research files. 
Rarely does one find a contribution that successfully draws 
together findings from these diverse worlds. We know that 
many clinical and research pursuits are linked, often richly 
influencing one another. Yet it is another matter to write 
about these linkages and weave so gracefully between people 
and constructs without oversimplifying or becoming disturb- 
ingly diffuse. 

Two core constructs, temperament and goodness of fit, are 
introduced in the very first chapters. By temperament the 
authors mean individual styles of behavior—the how of be- 
havior rather than the why (motivation) or the how well 
(ability). The notion of temperament is presented succinctly, 
often through examples, without burdening the reader with 
excessive detail. Through many empirical studies, several as- 
pects of temperament have been distinguished (e.g., activity 
level, rhythmicity, and distractibility), These temperament 
categories and salient clusters of these categories (e.g., “the 
easy child,” “slow to warm up”) are clearly described in 
these early conceptual chapters and throughout the many 
succeeding clinical chapters. In the appendix, the inquisitive 
reader can find more extensive discussion of the nine cate- 
gories, together with three important clusters that have 
emerged over the years through qualitative analysis and fac- 
tor analysis. 

The second key construct is goodness of fit, the degree to 
which the individual’s characteristics are consonant with the 
expectations and demands of the environment. This idea 
leads to a recurring theme: Chess and Thomas’s strong op- 
position to simplistic biological or psychosocial explana- 
tions. It is improbable that temperament or any other indi- 
vidual feature will be found to be the determinant of a given 
personality structure or pattern of psychopathology. Chess 
and Thomas persuasively argue for the importance of the 
interaction between the individual’s abilities, motivations, 
temperamental characteristics, and the context in which he 
or she is living. By returning to this theme throughout the 
theoretical and applied chapters, the authors successfully 
(but not tediously) remind us of the importance of the inter- 
section of context and individual differences. It is this inter- 
section which so powerfully contributes to the course of de- 
velopment, to expressions of behavioral disorders, to 
competence, and unexpectedly resilient outcomes. These two 
basic ideas, goodness of fit and temperament, are discussed 
in many parts of the book, as the authors reflect on temper- 
ament in the life cvcle, in school settings, and in different 
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clinical contexts. Along these lines, Dr. William Carey con- 
tributes an insightful chapter about temperament and pedi- 
atric practice. 

There is a third underlying theme, continuity. Although it 
is not considered in the same explicit detail as temperament 
and goodness of fit, the authors are clearly aware of the 
importance of this issue, one that currently attracts intelli- 
gent debate. Questions regarding how well we can predict 
later behaviors from early characteristics are obviously im- 
portant on theoretical and practical grounds. Besides indi- 
vidual continuity, there is the matter of environmental con- 
tinuity. To what extent does environmental constancy 
contribute to continuity in individual development? Do cer- 
tain features of the environment at an earlier time strongly 
shape the child’s subsequent environment? These questions 
appear in different guises throughout the chapters on devel- 
opment and more fully in the appendix, an excellent discus- 
sion of empirical, methodological, and clinical aspects of 
continuity in a chapter entitled “Consistency and Inconsis- 
tency of Temperament Over Time,” which originally ap- 
peared in 1977 (1). Although this chapter provides a view of 
the complexities surrounding questions of continuity, more 
recent contributions, such as those of Emde and Harmon (2) 
and Kagan etal, (3), further remind us of the continued lively 
debate about these issues, touching on some of the most 
important issues in psychiatry and developmental psychol- 
ogy. These issues include the place of early experience in the 
etiology of psychopathology, the power of genetic determi- 
nants in the course of development, and the explanatory 
utility of parent-child interactions. 

This is an evocative and intellectually stimulating book, 
ranging over many areas of development and clinical prac- 
tice. Reading it was a pleasure, providing me with new per- 
spectives about development, context, and the importance of 
the authors’ life work. I suspect that many others will also 
delight in the numerous ideas and observations so generously 
offered by Chess and Thomas. 
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Progress in Experimental Personality Research, vol. 14, ed- 
ited by Brendan A. Maher and Winifred B. Maher. New 
York, Academic Press (Harcourt Brace Jovanovich), 1986, 
267 pp., $55.00. 


The editors state in this book’s preface that they are inter- 
ested in presenting the work of researchers developing new 
techniques and that they are especially proud of the interna- 
tional nature of the contributions. They seem to have suc- 
ceeded within certain limitations. The first limitation is that 
they are not so much interested in experimental personality 
research as in social psychological research that has some 
relationship to personality. The second is that the chapters 
are all written from a psychologist’s perspective with little 
mention of psychiatrists (no mention of DSM-III is found in 


Am J Psychiatry 145:10, October 1988 


BOOK FORUM 


the book). The result is an eclectic collection of chapters that 
relate to each other in the same way different articles in a 
scientific journal relate to each other. This is not a liability if 
you pick and choose what you wish to read or have a general 
interest in the entire area. Occasionally, some of the chapters 
written by authors for whom English may not be their native 
language do not translate as smoothly as one would like. 

The book itself consists of six chapters. The first is a re- 
view of the hypnosis literature from a social psychological 
perspective. It is carefully researched and puts forth the ar- 
gument that hypnosis and multiple personality disorder can 
basically be explained by conditional social psychological 
responses. The next chapter, by Fierro, presenzs his experi- 
mental work validating the concept of self-esteem. This is 
tightly woven research, and Fierro also discusses the inter- 
esting theoretical background to his approach. He deals with 
self-esteem largely as a trait rather than a state variable (a 
trait variable is a long-term characteristic whereas a state 
variable is more transient). The third chapter examines how 
characteristics of the help giver, help receiver, and situation 
affect the seeking and receiving of help. It is an interesting, 
well-cone review that guides the reader carefully and logi- 
cally through a difficult area. The concept of self-esteem in 
the giver and receiver is carefully examined. The fourth chap- 
ter reviews factors that relate people’s attitudes toward con- 
servation of the environment. This I believe is one of the new 
areas the editors wish to include. This area appears to be at 
an early stage of development but certainly deals with a so- 
cially important topic. The fifth chapter deals with the topic 
of ingratiation and social manipulation in Indian society. 
The author warns that due to the culture-spec:fic nature of 
this study, its findings may not be generalizable to other 
cultures. In general, he finds that ingratiating and manipu- 
lating behavior increases as available resources decrease. The 
final chapter reviews research on psychological markers for 
schizcphrenia. It assesses the strengths and weaknesses of 
previous psychological studies in the literature. 

In summary, although this book would probably be of 
interest mostly to social psychologists, it may also have chap- 
ters of specific interest to others. 


JAMES H. REICH, M.D., M.P.H. 
Brookline, Mass. 


ANXIETY 





Anxiety, edited by D.F. Klein, with A.J. Fyer, J.-M. Gorman, 
and M.R. Liebowitz. Basel, Karger, 1987, 192 pp., $65.50. 


When I was considering a career in psychiatry as a senior 
in medical school, one of my instructors whose advice | 
sought offered a sobering appraisal. He noted that knowl- 
edge in the field was limited and that the physicians as well 
as the patients they worked with were misunderstood. He 
cautioned me that psychiatric patients tend tc suffer from 
chronic illnesses for which there is often little that can be 
done. Many, he said, are difficult people who Jack appreci- 
ation for the efforts made on their behalf. Over the years I 
have often had reason to think back to those words of cau- 
tion; there was a lot of truth in them. However, much has 
changed in nearly 30 years, and one of the people responsible 
is Donald Klein, the editor of this excellent review of the 
anxiety disorders from the research group at Columbia Uni- 
versity. As a result of his discovery of the antipanic effect of 
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imipramine, many patients with anxiety disorders receive 
treatment that changes their lives, for which they are grate- 
ful. In my view, his discovery is largely responsible for the 
renewed interest in anxiety disorders both in psychiatry and 
among the general public. 

Dr. Klein observed the action of imipramine while con- 
ducting a large-scale study of the effects of what were then 
new drugs on different psychiatric illnesses. But the full im- 
pact of what he reported in 1962 was not felt until nearly 20 
years later. In the meantime, his important clinical observa- 
tions led Dr. Klein to generate two enormously influential 
hypotheses about the etiology and classification of anxiety 
disorders. Noting that imipramine blocked panic attacks but 
that it had little effect on generalized or anticipatory anxiety, 
he hypothesized the existence of two separate anxiety syn- 
dromes; these subsequently appeared in DSM-III as panic 
disorder and generalized anxiety disorders. He also observed 
that spontaneous panic attacks occurred first and were fol- 
lowed by anticipatory anxiety and phobic avoidance as the 
illness progressed. From this he hypothesized that panic anx- 
iety is the primary biological disturbance and that anticipa- 
tory anxiety and avoidant behavior are secondary, psycho- 
logical elaborations. These attractive formulations have 
dominated and enlivened the field of anxiety disorders for 
the past decade. Although imipramine’s effect on agorapho- 
bia is now firmly established, however, the primacy of panic 
attacks and the separation between panic and generalized 
anxiety still await proof. They are, in fact, the subject of 
continuing controversy. 

This small book reviews current knowledge about the 
most prevalent anxiety disorders—panic disorder, general- 
ized anxiety disorder, agoraphobia, social phobia, and sim- 
ple phobia. It begins with a historical overview by Dr. Klein 
describing his seminal contributions and continues with 
chapters by Abby Fyer, Jack Gorman, and Michael Liebo- 
witz, members of the influential Columbia group. These 
cnapters emphasize research on the biology and pharmaco- 
logical treatments done by this group of investigators. For 
example, recent findings from lactate challenge testing and 
studies of mitral valve prolapse are reviewed in detail. New 
data showing the favorable response of patients with social 
phobia to monoamine oxidase inhibitors and, possibly, B- 
blocking drugs are also discussed. In addition, evidence link- 
ing childhood separation anxiety to adult agoraphobia, 
which has given impetus to the study of children of parents 
with anxiety and affective disorders, is presented in some 
detail. 

When I am asked about psychiatry as a career choice, I tell 
students about the therapeutic optimism that has arisen in 
our field from the discovery of drugs such as lithium and 
imipramine. And I speak with pride about advances in the 
understanding of biological factors involved in psychiatric 
illnesses and the sound scientific footing on which our disci- 
pline increasingly rests. The profession is indebted to men 
like Donald Klein and his associates at Columbia University 
who have led the way through the painstaking application of 
scientific principles and careful clinical observation. Devel- 
opments in the understanding and treatment of anxiety dis- 
orders in the 1980s, as summarized in this book, are prime 
examples of the “new” psychiatry. 


RUSSELL NOYES, M.D. 
Jowa City, lowa 
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Anxiety Disorders of Childhood, edited by Rachel Gittel- 
man, Ph.D. New York, Guilford Press, 1986, 271 pp., 
$26.95. 


It is remarkable that there has been appreciably little em- 
pirical research on childhood anxiety disorders. Dr. Gittel- 
man, editor of this book and a major researcher on these 
disorders of childhood, acknowledges the need to learn more 
about childhood anxiety disorders. She appreciates the fact 
that our systematic investigations are just beginning even 
though “anxiety has played such a pivotal role in theories of 
personality disorders and psychopathology” (p. vii). This 
book brings together chapters written by an illustrious group 
of contributors whose diverse interests range from animal 
research (Stephen Suomi) to epidemiology (Helen Orvaschel 
and Myrna Weissman) to diagnostic classification (John 
Werry) and biological investigation (Carol Berg, Theodore 
Zahn, David Beher, Judith Rapoport, Joaquim Puig-Antich, 
and Harris Rabinovich) and to a multiplicity of treatment 
modalities (David Shaffer, Paul Trautman, Harold Kople- 
wicz, Caryn Carlson, Rolando Figueroa, Benjamin Lahey, 
and Melvin Lewis). Notably, each author comes to a similar 
conclusion, namely, that empirical data about childhood 
anxiety disorders are sparse and difficult to evaluate because 
of varied research methods and problems in defining the 
characteristics of the childhood anxiety disorders and that 
there is a need for more systematic investigations. Neverthe- 
less, each chapter is a scholarly contribution that provides 
comprehensive background information on the current state 
of the art in the field of anxiety disorders of childhood. 

Advances in classification of childhood psychiatric disor- 
ders, in systematic techniques for childhood diagnostic as- 
sessment, and in epidemiological approaches to analysis have 
stimulated vigorous efforts to understand more about child- 
hood anxiety states. Yet, Dr. Gittelman does not emphasize 
these issues in her introduction, which outlines her main 
impetus for editing this volume. Instead, she focuses on the 
thrust of research on adult anxiety disorders by saying that 
interest in childhcod anxiety disorders 


has been sparked, in part, by the advances made in the 
study of adult anxiety disorders . . . . Renewed interest 
in childhood anxiety disorders results not only from the 
progress made in the treatment of adult anxiety disor- 
ders, and in the investigation of their biological charac- 
teristics, but also from accumulating evidence from 
varying approaches that adult anxiety states are often 
likely to be already manifest in childhood. Therefore, it 
makes sense to examine the early forms of what may 
later on become an adult anxiety disorder. (p. vii) 


This is a retrospective approach and, in fact, seems to have 
influenced the focus of this book. 

Most chapters present an overview of their topics by 
means of extensive reviews of the literature of early studies. 
In fact, many of the references, although they are classic 
examples, are somewhat dated. Only a few chapters, such as 
those by Carol Berg, Theodore Zahn, David Behar, and Ju- 
dith Rapoport on childhood obsessive-compulsive disorder 
and Joaquim Puig-Antich and Harris Rabinovich on the re- 
lationship between affective and anxiety disorders in child- 
hood, present original empirical research. It was refreshing 
and thought provoking to learn about these researchers’ 
methodologies and results. 

Another unique feature of this book is the description of 
animal studies described by Stephen Suomi. Dr. Gittelman 
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points out that “the study of anxiety is at a distinct advan- 
tage in having excellent animal models” (p. viii). Specifically, 
a main advantage of involving animal models for research in 
human anxieties is to gather “answers to basic questions 
about developmental psychopathologies” (p. iv). 

This book provides a great service to researchers and cli- 
nicians by offering a well-organized set of chapters on diverse 
issues regarding childhood anxiety disorders. In so doing, 
this book raises awareness of many unanswered but re- 
searchable questions. Susan Campbell restates the problem 
of why empirical research is lacking in this area of child 
psychopathology: 


Research in children’s fears is not likely to proceed 
beyond its current “prescientific” state until some of the 
major methodological and measurement problems that 
plague it can be solved. We are dealing with a vague and 
poorly defined construct with unclear and variable be- 
havioral referents that change over the course of devel- 
opment in unknown ways.... The complexity of def- 
initional, measurement, and contextual issues has 
become apparent. (p. 52) 


Finally, Dr. Gittelman should be commended for bringing 
together a group of fine chapters that comprehensively de- 
scribe the data that have accumulated about childhood anx- 
iety states. She leaves us with a sense of optimism about 
filling the vast gaps in our understanding of these childhood 
disorders. With regard to our current paucity of information 
she hopes “that this situation is temporary.... We look 
forward to discrete chapters on the genetics, outcome, and 
pertinent social factors of childhood anxiety disorders” (p. 
10). We shall be most fortunate when, in the near future, Dr. 
Gittelman presents another comprehensive version of new 
research on childhood anxiety disorders. 


CYNTHIA R. PFEFFER, M.D. 
White Plains, N.Y. 


DEPRESSION 





Depression: Basic Mechanisms, Diagnosis, and Treatment, 
edited by A. John Rush and Kenneth Z. Altshuler. New 
York, Guilford Press, 1986, 225 pp., $26.95, 


This book was designed, in the words of the editors, “for 
practitioners of medicine and psychology who wish to learn 
more about recent advances in descriptive diagnostic meth- 


ods, laboratory test procedures, and new pharmacological’ 


interventions” (p. vii). Findings from psychological research 
bearing on mechanisms, diagnosis, and treatment are not 
included in this volume. The editors recruited a distinguished 
group of researchers, including, for example, Paula Clayton 
on prevalence and course of affective disorders, James Maas 
on norepinephrine, David Kupfer on sleep research, Monte 
Buchsbaum on brain imaging, Raymond Crowe on genetics, 
and John Feighner on the new generation of antidepressants. 

The first two chapters of this volume, “Diagnosis and 
Prevalence of Affective Disorders” by Rush and “Course of 
Affective Disorders” by Clayton, provide a context for the 
chapters that follow. Rush develops many important issues 
in the clinical diagnosis of depression. Ironically, although 
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most of this volume addresses issues related to the biological 
basis of depression, Rush’s chapter illustrates how far bio- 
logical diagnostic methods (e.g., the dexamethasone suppres- 
sion test) must come in order to be as useful as a well-con- 
ducted clinical interview. Clayton provides a brief overview 
of what is known regarding the prevalence and course of 
affective disorders. 

The heart of this volume is the set of nine chapters that 
follow the introductory material. It is clear that the authors 
were instructed to draw out the implications of their work 
for diagnosis and treatment when possible. In certain cases 
this was easily accomplished (e.g., Michael Schlesser on neu- 
roendocrine abnormalities). In other cases this was not easily 
accomplished (e.g., Jay Pettegrew cn the molecular basis for 
affective disorders), Not surprisingly, for the practicing cli- 
nician this volume is long on basic mechanisms and short on 
diagnosis and treatment. The practical utility of sleep studies 
(Kupfer on sleep EEG) to verify a diagnosis of depression or 
to ascertain response to treatment, for example, is question- 
able. Nevertheless, these chapters are largely accessible and 
provide a useful overview of work on the biological basis of 
depression. 

In the final chapter, Feighner provides a lucid discussion of 
the new generation of antidepressants. He summarizes the 
evidence regarding their efficacy in a cogent fashion and 
provides useful information regarding their use in a clinical 
setting. 

In summary, this volume can be recommended with con- 
fidence for the clinician or researcher interested in a scholarly 
update of biological research on depression and its implica- 
tions for diagnosis and treatment. 


MICHAEL W. O’HARA, PH.D. 
lowa City, lowa 


Overcoming Depression, by Demutri F. Papolos, M.D., and 
Janice Papolos. New York, Harper & Row, 1987, 305 pp., 
$18.95; $8.95 (paper). 


This is an interesting book, and I recommend it highly for 
patients with mood disorders, for relatives of patients with 
mood disorders, for practitioners, and for psychiatric resi- 
dents. Frankly, my first thought on receiving this book was, 
“Oh, no, not yet another book written for patients with 
depression. | wonder if this one has anything better than the 
others.” Indeed it does. 

First of all, the writing style is clear and concise and the 
book is quite easy to read. Second, the book has exceptional 
factual material, including appendixes listing local chapters 
of the National Depressive and Manic Depressive Associa- 
tion, affiliates of the National Alliance for the Mentally Ill by 
state, and state involuntary commitment statutes. The chap- 
ters themselves are divided into four major segments. The 
first, About the Illness, is a discussion of the history of the 
disorder, diagnostic criteria, and a review of the biochemis- 
try and genetics related to mood disorder. The second sec- 
tion, About the Treatment, discusses medications, ECT, light 
therapy, and psychotherapy. The third section, Living With 
the Illness, discusses family issues, how to cope with hospi- 
talization, and insurance. The fourth section, Coming Full 
Circle, discusses issues related to what to do after recovering 
from an episode. 

In summary, this book is factual, interesting, well written, 
and informative. It includes material that is not currently 
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available in other books of its type, and I recommend it most 
highly. 


DAVID L. DUNNER, M.D. 
Seattle, Wash. 


Presentations of Depression: Depression in Medical and 
Other Psychiatric Disorders, edited by Oliver G. Cameron, 
M.D., Ph.D. New York, Jobn Wiley & Sons, 1987, 468 pp., 
$45.95. 


Frankly, I was not looking forward to reviewing this book. 
Similar edited volumes about depression that I have read 
have been either redundant, including familiar chapters writ- 
ten by familiar people that have been in similar books else- 
where, or unbearably diffuse, with authors from different 
disciplines promoting their own idiosyncratic view of what 
“depression” is. To make matters even worse, as I looked 
through the table of contents, there were only a few recog- 
nizable names and it seemed like an especially home-grown 
product from the University of Michigan Medical School. 
Thus, my countertransference was in full bloom before I even 
opened up the book. Fortunately, the treatment was straight- 
forward—namely, to read this exceptionally informative 
volume. 

First and foremost, I think Dr. Cameron should be com- 
mended for an excellent job of editing. The book comprises 
chapters on the phenomenology of depression when it pre- 
sents concurrently with other medical and psychiatric con- 
ditions. Clearly, Dr. Cameron gave strict instructions to each 
author to discuss DSM-III major affective disorder and, in 
doing so, insured coherence in the volume. 

The first section highlights the concurrence cf major affec- 
tive disorder with other psychiatric diagnoses. Particularly 
good chapters in this section are those of Hudson and Pope, 
who specifically spell out the possible types of relationships 
that could exist between affective disorder and eating disor- 
der, and Jacobs and Lieberman, who, in an exceptionally 
thoughtful contribution on bereavement and depression, suc- 
cinctly review a topic that too often provokes a moralistic 
rather than a scientific discussion. 

A minor disappointment is the chapter on schizoaffective 
disorder in which Loyd and Tsuang nicely demonstrate why 
the diagnostic category of schizoaffective illness is superflu- 
ous. These authors state that all patients who carry this di- 
agnosis can be placed into one of three already recognized 
diagnostic categories: psychotic depression with mood-con- 
gruent or mood-incongruent delusions, bipolar disorder, or 
schizophrenia with secondary depression. Unfortunately, the 
authors then go on to propose their own diagnostic criteria 
for schizoaffective illness. These represent yet another redun- 
dant diagnostic system with the major problem that, as with 
its predecessors, there are no patients who exclusively belong 
in this category. 

The second section of the book is organized around the 
presentation of major affective disorder concurrent with 
other medical diagnoses. Of special excellence is Krontol’s 
chapter on depression and the immune system. Because of its 
fascinating potential, this topic generally produces too much 
speculation based on quite limited data. This chapter is a 
model of appropriate understatement. 

Another excellent effort is Zelnik’s chapter on the depres- 
sive effect of drugs. He includes a thoughtful and succinct 
discussion highlighting the need for more stringent criteria 
before one ascribes a side effect to a drug. The one notable 
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exception to the quality of contributions in this section is the 
chapter on depression and chronic pain in which Blumer and 
Heilbronn advance yet another idiosyncratic diagnostic en- 
tity—dysthymic pain disorder. 

In his concluding chapter Dr. Cameron quite firmly states 
an important view that needs repeating: psychiatric diag- 
noses should be made by commission, not omission. If a 
physician from another specialty is faced with a diagnostic 
enigma, he or sne should seek refuge by invoking a “func- 
tional” diagnosis. Observation over time will often be the 
best way to clarity the diagnosis. If Dr. Cameron has one 
failing as an editor, it is that he allows a style of referencing 
(all authors’ names for each reference are included in the text 
citation) that noticeably interferes with the readability of the 
manuscript. 

A benefit to being a reviewer is that, at times, I am asked 
to review a work that I would have otherwise passed by; 
such was the case with this volume. It is a book that I en- 
thusiastically recommend both to clinical researchers in the 
field of affective disorders and to academic clinicians. 


STEVEN P. ROOSE, M.D. 
New York, N.Y. 


Handbook of Depression: Treatment, Assessment, and Re- 
search, edited by Ernest Edward Beckham and William R. 
Leber. Chicago, Dorsey Press, 1985, 1,025 pp., $55.00. 


The word “handbook” in the title is a bit of a misnomer. 
This text might be better thought of as an “armbook” of 
depression. Weight notwithstanding, this book is well done 
and worthy of consideration for clinicians and researchers 
alike. The editors have for the most part been quite success- 
ful at maintaining relative chapter uniformity in this mul- 
tiauthor text. For example, in each of the 10 chapters about 
different treatment modalities there is usually a background 
section, specifics of what the therapy involves, an outline of 
how the therapy should be administered, and a section de- 
scribing efficacy research. 

The efficacy research information provided in each of the 
treatment chapters allows the reader to better understand 
what specific therapies have data to support their use and 
what therapies heve little or essentially no supporting data. 
Furthermore, the requirement to list references in support of 
text statements in these treatment chapters reduces anecdotal 
testimonials and “belief statements” and shifts the focus 
to more factual statements instead. The references are usu- 
ally quite detailed and provide a very good starting point for 
a person interested in more information about a certain 
treatment. 

Major sections of the book are devoted to Assessment, 
Special Topics, and Research. These sections provide very 
good reviews of many topics, such as the diagnosis and as- 
certainment of the severity of depression using different in- 
struments, the evaluation of depression using several labora- 
tory measures, information about adolescent and geriatric 
depression, the management of treatment resistant depres- 
sions and suicidal patients, genetic and epidemiological 
research, biological processes in depression, and learned 
helplessness. 

This text is neither too complicated for clinicians nor too 
watered down for researchers. It is well written, consistent, 
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clear, and informative. For readers interested in depression, 
this book deserves a very careful look. 


MICHAEL J. GARVEY, M.D. 
lowa City, lowa 


THE PSYCHOLOGY OF WOMEN 








The Psychology of Women: Ongoing Debates, edited by 
Mary Roth Walsh. New Haven, Yale University Press, 1987, 
484 pp., $40.00; $12.95 (paper). 


This book, by virtue of the quality and quantity of data 
and the different opinions it offers, presents a useful overview 
of the current status of the understanding of the psychology 
of women. The book is divided into 14 sections, each of 
which includes a positive and negative response to a question 
about an aspect of the psychological functioning of women. 

The relevance of psychoanalytic theory to the psychology 
of women is the first question raised. After reviewing histor- 
ical and current analytic thinking about women, Chehrazi 
finds the theory useful in spite of its limitations. In contrast, 
Lerman believes analytic theory does not serve women well 
because it is based on the inherent inferiority of women. She 
recommends a theory of personality that views women pos- 
itively and uses data based on women’s experiences. 

Although Shainess believes that women’s attitudes may 
contribute to the pain and violence inflicted on them, she 
attributes this to developmental and cultural influences 
rather than instinctually determined masochism. For Caplan, 
the notion that women are innately masochistic is a myth. 
Women do not enjoy or seek pain. Rather, they endure it 
because they have accepted societal demands that they be 
submissive, nonaggressive, and altruistic. 

Gove’s review of the data about the incidence of mental 
illness leads him to agree with those who believe that women 
are more likely to be mentally ill than men. He relates the 
higher incidence to the marital status of women and does not 
concur with those who attribute women’s mental iliness to 
their learned helplessness. Johnson questions the data on 
which the conclusion that women are more susceptible to 
mental illness is based. She believes that the manifestations of 
mental illness differ in men and women and that this should 
be further investigated. 

The definition, etiology, and treatment of premenstrual 
tension are addressed in articles by Dalton and by Koeske. 
They agree that hormonal changes are associated with psy- 
chological fluctuations, but they point to the need for more 
research to expand our limited knowledge. Added informa- 
tion about biology and physiology is required, as is informa- 
tion about the psychological issues associated with menstru- 
ation. According to Budoff and to McKinlay and McKinlay, 
menopause poses similar questions to those raised in the 
consideration of menstruation about the roles of biology and 
psychology in the production of symptoms. 

Horner presents her thesis that fear of success because of 
society’s negative reaction to successful women motivates 
many women to shun achievement. Paludi argues that fear 
of success does not substantively affect women’s lives or 
careers. 

Androgyny, a proposed solution to sex-role stereotyping, 
cannot eliminate the effect of anatomy on the sense of male- 
ness and femaleness, according to Bem. However, she be- 
lieves that behavior and personality should not be linked to 
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gender and that gender should not be projected onto situa- 
tions irrelevant to genitalia. 

Chodorow argues that because of the ease of identification 
of mother and daughter, separation is difficult for them and 
this is an important determinant of the high value which 
women place on intimacy. Because separation from the 
mother for sons is sharper and clearer, men place greater 
value on independence and competitiveness. Ressi questions 
Chodorow’s theory, which she believes relies too much on 
the early mother-child relationship to the relative neglect of 
biological, developmental, and social issues. She challenges 
Chodorow’s recommendation that co-parenting is the solu- 
tion to sexual stereotyping. 

Gilligan believes that the different orientations to morality 
of men and women are based on the early relationship to the 
mother. Because of their early maternal attachment, women 
are more concerned with care and responsibility for others, 
while men place more emphasis on the protection of the 
rights of the individual. Colby and Damon question Gilli- 
gan’s methodology and indicate the necessity of further 
investigation. 

The final group of five articles deals with current social 
issues affecting women. The answers to none of the questions 
raised are definitive, but issues are clearly addressed. The 
thesis that biology accounts for the difference in math 
achievement of boys and girls is proposed and questioned. 
Differing opinions on whether mothers should stay at home 
with young children are offered. Abortion, lesbianism, and 
pornography are also considered from different points of 
view. 

In addition to presenting an overview of the current 
knowledge of the psychology of women, this book points to 
areas that require further investigation. The psychology of 
women is a developing field. Data from questionnaires, sta- 
tistical data, and observations of interpsychic and intrapsy- 
chic phenomena are needed to foster its growth. 


REBECCA Z. SOLOMON, M.D. 
Hartford, Conn. 


Psychoanalysis and Women: Contemporary Reappraisals, 
edited by Judith L. Alpert. Hillsdale, N.J., Analytic Press, 
1986, 336 pp., $36.00. 


Judith Alpert’s book provides the psychoanalytic commu- 
nity with original essays, encompassing a wide range of psy- 
choanalysis. Having carefully chosen her authors (who are 
all women) and topics, Alpert focuses her book on the theme 
of “how sexism and feminism are affecting psychoanalysis,” 

From the outset, Ester Meneker challenges the reader. She 
reminds us that the therapist is not only a neutral object but 
also a real person whose gender influences the patient’s 
transference. When the therapist is a woman, specific devel- 
opmental issues that may emerge in the therapeutic dyad 
need to be uniquely addressed. Meneker believes that these 
issues have been ignored by psychoanalysis because the an- 
alytic method is based on a male model of development. 

In the context of reworking the androcenzric model of 
psychoanalysis, Spieler argues that unless psychoanalysis ap- 
preciates the importance of including a female model of de- 
velopment in which caring, interdependence, and attachment 
are highlighted, therapists will eventually find themselves in 
Freud’s dilemma—a dilemma that could have a deleterious 
effect on therapy. Indeed, Spieler believes that androcentri- 
cism is a kind of developmental arrest that insists on the 
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reality of the infallible male object and thereby may be se- 
verely limited as a treatment method. It is not unimportant 
that Lawrence Kubie and D.W. Winnicott, both men, arrived 
at similar conclusions when they recognized the severe lim- 
itations of classical analysis as a treatment method insofar as 
the recognition and resolution of preoedipal conflicts are ei- 
ther downplayed or ignored. 

Throughout the book a number of very important ideas 
are introduced that need to be wedded to psychoanalytic 
thinking. These ideas include 1) Schwartz’s formulation that 
the difficulties the girl has in negotiating the rapprochement 
subphase of separation-individuation might bé linked to her 
gender and be viewed as a gender linked inadequacy, 2) Ben- 
jamin’s view that female masochism may partially result 
from the relationship of submission that woman seek to re- 
instate in order to have a second chance at ideal love (and her 
view of the mother as the woman without desire), and 3) 
Gornick’s assertion that a man’s erotic transference to a fe- 
male therapist may be a “defense against feelings of humil- 
ijation...or against threats to his masculinity... [and 
therefore] turn the tables and restore in fantasy the man to a 
dominant position.” 

These are just some of the ideas presented in Alpert’s 
book. It consists of 12 original essays with topics ranging 
from women’s development in analytic theory to discussions 
on the gendered self, masochism, aging, professionalism, au- 
tonomy, lesbianism, and transference and countertransfer- 
ence as applied to the special gendered self of women. The 
kook is not only enjoyable to read but should be carefully 
studied. 


LESLIE M. LOTHSTEIN, PH.D. 
Cleveland, Ohio 





FSYCHOANALYSIS AND BIOGRAPHY 


Melanie Klein: Her World and Her Work, ky Phyllis Gross- 
kurth. New York, Alfred A. Knopf, 1986, 500 pp., $24.50; 
Cambridge, Harvard University Press, 1986, 500 pp., 
$12.50 (paper). 


The development of psychoanalysis in Great Britain has 
differed from its development in North America. Its British 
practitioners have included a high proportion of so-called 
lay, nonmedical analysts; psychiatry in Britain has held itself 
aloof from the influence of analysis; and in terms of prestige, 
cultiral impact, and money, British analysis has lagged far 
behind what Freud’s followers achieved on this side of the 
Atlantic. Yet, in its intellectual vitality, analysis has been as 
vigorous and challenging in Britain as anywhere. 

Melanie Klein was chiefly responsible for the special ideo- 
logical course that analysis took in London. From the time of 
her arrival from the Continent in 1926 she had the backing 
of Ernest Jones, whose wife and two children she treated. 
Jones was at that time the power holder in the British Psy- 
choanalytic Society, and Klein had ideas and techitiques that 
were to shape the distinctive contribution of British analysis. 

Starting in the mid-1920s, Klein proposed to treat children 
with an undiluted analytic approach. She thought that the 
use of play with children could substitute for the absence of 
free associations and that children develop transferences 
which can be directly interpreted to them. Unlike Anna 

zeud, who at the time was the rival figure in how children 
could be analyzed, Klein did not propose to use a pedagogic 
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approach or to rely on parents as an aspect of the environ- 
ment of the child. Klein was so missionary in her convictions 
that she thought all children could benefit from analysis as a 
prophylaxis. l 

Up until 1938, when Freud and the Viennese analysts em- 
igrated to London, Klein was such a dominant force in Brit- 
ish analysis that some thought the British might constitute a 
new heretical schism. Freud himself abhorred the direction of 
Klein’s work, altnough in his published writing he tactfully 
acknowledged her ideas. Freud felt that Jones was using 
Klein to attack Freud’s daughter Anna and in that way to 
counter some of Freud’s own most cherished convictions. 

During World War II the British Psychoanalytic Society 
held a series of “controversial discussions” to determine 
whether Klein’s views were a “deviation.” In the end they 
worked out a compromise in which Anna Freud could have 
her own training facilities in the Society, uncontaminated by 
Klein’s concepts or disciples; the rest of the British analytic 
group felt able to withstand a heady dose of Klein’s work. 

Until her death in 1960 Klein continued to develop her 
ideas, and a good many of them were so outrageous as to be 
grotesque. Although Klein had no medical training she pro- 
posed to explain the origins of schizophrenia; she thought 
that one of the main tasks of child analysis was the discovery 
and cure of psychosis in childhood. Klein tried to elaborate 
Freud’s theory of a death instinct clinically, and she devel- 
oped a theology-like system about the nature of infancy and 
early childhood. Because she felt that children have such evil 
impulses, many have seen in Klein’s work a secular rendition 
of the doctrine oz original sin. That Klein also emphasized 
the importance of the child’s need for atonement is in keep- 
ing with the religious-sounding doctrine that inspired her 
disciples with their dogmatic certainties. 

Grosskurth’s biography is the first on Klein and is based 
on extensive interviewing as well as personal material that 
Klein’s executors have made available. We knew that Klein’s 
supporters could treat patients as guinea pigs, since some of 
her followers thought that analyses should last 10 years for 
the sake of research if not for therapy. Now it turns out that 
Klein herself treated her own children analytically and de- 
scribed them in disguised case reports. How she proceeded 
with her family was to become historically important, since 
her daughter, who became an analyst herself, accused Klein 
venomously during the fight over Klein’s views in the British 
Society. 

Melanie Klein: Her World and Her Work is full of invalu- 
able primary documents. There are extensive quotations, for 
example, from the World War II debates in the British Soci- 
ety. Yet, too often Grosskurth presents the arguments over 
theories iti an unevaluated manner. Grosskurth succeeds su- 
perbly in interweaving biographical narrative and the devel- 
opment of Klein’s ideas. In my opinion, though, Grosskurth 
fails to challenge Klein’s approach enough. Kleinian conten- 
tions could be pretty weird, as the breast became a mystical 
entity. One of Klein’s chief critics, Edward Glover, was cor- 
rect in seeing Jungian features in Klein’s views, and Gross- 
kurth could have made more of an effort to put Klein’s work 
into the context of the broad history of analysis. 

Grosskurth’s book is rich in its portrayal of intimate hu- 
man struggles among early analysts, and it will become an 
essential source for a fascinating chapter in the history of 
psychoanalysis. 


PAUL ROAZEN, PH.D. 
Toronto, Ont., Canada 
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Jung: A Biography (1985), by Gerhard Wehr; translated by 
David M. Weeks. Boston, Shambhala (New York, Random 
House, distributor), 1987, 538 pp., $25.00. 


As an alleged biography of Jung, this book will inevitably 
be compared with many other “biographies,” such as those 
prominent in the 1970s—-the short; incomplete biography by 
Storr (1) and the provocative and slanted biographies by 
Stern (2) and by Van der Post (3), which are probably at 
hand in the library of most psychotherapists. Actually, 
Wehr’s book is not a biography but a psychohistory, in 
which the “facts” of Jung’s life—at least as reported by 
Jung—are inextricably mixed in with a Jungian interpreta- 
tion of these “facts.” There are three types of passages in the 
book: 1) relatively straightforward accounts of events—di- 
rect information—that occasionally can be found, 2) a curi- 
ous mixture of reporting of events together with long para- 
graphs of psychohistorical analysis of these events from a 
Jungian perspective, and 3) many pages devoted to Jungian 
analysis of mythology and symbols, which assumes a certain 
familiarity with Jung’s theories. Therefore, the reader unfa- 
miliar with Jung’s theories will quickly become lost in this 
book. i 

I cannot judge the accuracy of the translation because I 
have not seen the book in the original German, but many 
sections of the prose are boring and long-winded, requiring a 
certain determination to work through them. We are told 
only that the author is a “West German writer” who has 
published “numerous books” in “depth psychology, anthto- 
posophy, and Christian spirituality” as well as editing the 
works of the German mystic Jakob Böhme. The book is 
praised on the back cover by Jung’s son Franz as “outstand- 
ing...and the best available biography of Carl Gustav 
Jung.” There is a tendency throughout the book to praise 
and idealize Jung, take what he has to say as “obviously” 
true, and defend him against detractors. Some of the most 
unsavory aspects of Jung’s life, such as his sexual affairs with 
two of his patients, are treated very cursorily, and his anti- 
Semitic remarks and actions are placed in a context of 
Jungian psychology so that they lose somie of their immediate 
destructive impact. 

On the other hand, there is at least some clarity in the 
presentation of basic material on Jung, and the author is not 
so biased as to prevent our making a different judgment on 
what he presents. At times he even offers some quotations 
from individuals who are critical of Jung. Therefore, one 
can learn from this book if one is already knowledgeable 
about Jung’s work and is willing to slog through the detailed 
hodgepodge of myths, legends, symbols, and mystical 
experiences. 

It is hard for me to imagine the average American psy- 
chiatrist accepting the following description of Jung’s 
methodology: 


By comparing the alchemical symbolic world with the 
dream symbolism of people living today ..., he gained 
insights into the individuation process and also into 
such important matters as the phenomenon of the trans- 
ference .... The alchemists’ techniques for transforma- 
tion shed crucial light on those of freeing oneself from 
neurosis and one-sided conscious orientation, so that 
the conscious and unconscious psyche finds wholeness 
in the Self. (p. 254) 


This kind of approach either does or does not appeal to the 
reader, and I know of no way to decide whether it is worth- 
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while in a clinical sense or as a form of sc entific methodol- 
ogy. Cne either accepts it or rejects it on taith. 

Clearly, the author accepts it. For example, in chapter 6 he 
describes Jung’s bizarre experiments in parapsychology as 
having scientific validity. The fact that Jung’s report was 
considered seriously in 1902 does nat excuse the author from 
commenting on it in the light of all we have learned about 
experimental methodology over almost a century. The same 
is true of the author’s uncritical report of Jung’s apparently 
quite serious customary consultation of the I Ching on “his 
life’s important decisions” (p. 234). It is one thing to attempt 
some sort of scientific investigation of superstition and my- 
thology, regardless of the method used to study it, but it is 
quite another to believe in the mythology. 

This brings us to Jung’s curious resolution of the agony of 
his break with Freud, the turning point of his life as described 
by Wehr. The facts of the break are fairly g ven, although the 
author downplays the motivations Jurig might have had for 
the break besides “scientific” disagreemerct. Bur Wehr goes 
on to describe Jung as becoming a “‘border-ine case” patient, 
with a precarious hold on reality (p. 175). The validity of this 
diagnosis is uncertain, but what is most interesting is the 
author’s description of Jung’s self-cure cf his “borderline 
case,” which involved a “night sea journey.” This descrip- 
tion, in which Jung is compared to a mythological hero such 
as Odysseus, is contained in 20 pages oi “archetypal fea- 
tures” that “cannot be grasped by means of academic psy- 
chopathological criteria alone” (p. 177). I found this to be a 
fascinating mystical presentation of the resolution of a psy- 
chosis and in that sense a demonstration of the Jungian ap- 
proach in action. 

The reader ought to be warned that serne philosophical 
inaccuracies occur in the text which add +o the difficulty of 
reading it. The views of Heraclitus and of Plato are miscon- 
ceived and distorted to fit Jungian contentions. This is a 
minor theme, and the book is not primarily philosophical. It 
would be rejected equally by philosophers and by most psy- 
chiatrists on the basis of its methodology and its uncritical 
acceptance of mystical and unprovable claims. 
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RICHARD Ù. CHESSICK, M.D., PH.D. 
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Psychoanalytic Studies of Biography, edited by George Mo- 
raitis, M.D., and George H. Pollock, M.D., Ph.D. Madison, 
Conn., International Universities Press, 1987, 564 pp. 
$45.09. 


Most of the 17 papers, three discussioni, anc one sympo- 
sium that constitute this volume were prepared for an inter- 


‘disciplinary conference on psychoanalysis and biography or- 


ganized by the Chicago Institute for Psychoanalysis in 1982. 
The contributors are a mix of psychoanalysts, professional 
writers, and academicians, and so it seems nevitable that this 
collection would be more uneven than rich. But rich it is, 
working that large tract of common grourd shared by biog- 
raphy and the clinical sciences. The process of each of these 
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endeavors is an endless commentary on the subjects of their 
investigation, finite within the book or therapy but endless in 
their further reaches. And while it is true that fine writers 
were astute psychologists before the advent of psychoanal- 
ysis, it is true as well that dynamic psychology deepens and 
sharpens their insights. The quality of this collection is uni- 
formly high, but for logistical reasons only a few citations are 
reviewed to represent its range and scope. 

The most common exercise in this collection is the dem- 


onstration of recurrent psychological themes in the works of - 


creative persons—themes like sibling loss, emancipation, and 
other issues of personal history. Some of the biographers 
suggest another generation of those concerns—that personal 
motives also dictate the selection of a writer's biographical 
subject. Leon Edel, the distinguished biographer of Henry 
James, connects his own sense of nostalgia and elegies of lost 
countries with those recurrent themes in James’s life and 
work, Jean Strouse, Alice James’s biographer, notes that 
toth analysts and biographers are private detectives, ready 
and willing to become intensely involved with their subjects. 
The life of Alice James was so limited and depressing that 
Strouse hesitated a long time before undertaking the study. 
“I wasn’t sure I could stand being around her very long.” But 
Strouse involves the reader in her own involvement. Mid- 
project she visited Alice’s grave and was astonished to find 
herself suddenly in tears, thinking how long it had been since 
anyone had been there. Through her tears she laughed to 
hear herself saying to Alice, “Don’t worry-——I’ll take care of 
you.” Alice had worked her powerful will on Strouse just as 
she had done 100 years earlier with the people who lived 
with her. Strouse alse traces a blockage in ner work to a 
countertransference—a powerful secret wish for a different 
outcome to Alice’s life, 

Searching for keys to the creative process, a number of 
contributors point to specific events in the life of a historical 
figure and show the reworking of that event in their artistic 
work. Several contributors point to sibling rivalry in the lives 
and works of Henry and William James. Likewise, Charles 
Kligerman documents Goethe’s lifelong struggle to overcome 
sibling rivalry and how it was finally resolved in his master- 
piece Faust. Joseph Lichtenberg shows how phallic-aggres- 
sive conflicts in the life of Henry James are reworked in 
certain of his writing, and he goes on to liken the creative 
literary transformation to dream work. Thus, many writers 
are shown to conceal, contain, transform, and express buried 
and conflicted psychological issues in their work. By this 
-measure every dream and perhaps every neurotic symptom is 
a creative act. Perhaps so, but then we need a new name for 
the creativity of the artistic genius. Harry Trosman reaches 
for a new name, following the language of self psychology in 
his study of how T.S. Eliot transformed the suffering of his 
depressive decompensation into the epic modern poem The 
Wasteland. Eliot wrote off his accomplishment as “an insig- 
nificant grouse against life...a piece of rhythmic grum- 
bling.” Trosman names Eliot’s narcissistic fragmentation as 
the basis for the new creative reorganization, but he fails to 
distinguish this concept from the old familiar one, regression 


in the service of the ego. He also fails to discuss the possi- 
bility that in addition to its literary merit Eliot’s poem won 
such acclaim because it amplified an emerging awareness of 
alienation in the social reality of the day. 

English professor Judith Sensibar carefully traces William 
Faulkner’s transition from youthful impostor to celebrated 
artist. In an effort worthy of the genealogical convolutions of 
Yoknapatawpha County in Faulkner’s fiction, Sensibar de- 
tails four generations to reconstruct William’s struggle to 
escape his grandfather’s long shadow and shows Faulkner’s 
pervasive concern with the terrible and enduring effects of 
imposture. In her refined documentation of the impostor 
theme in Faulkner’s writing, Sensibar accomplishes a piece of 
work that parallels psychoanalytic character analysis. 

But when all is said and done, most of the contributors 
point to the evidence of creative transformation and its psy- 
chological accomplishments without illuminating the origins 
of the process. The paper that approaches this question most 
directly is by historian Carl Pletsch. In his analysis of genius 
he illuminates how fiction configures reality. Arguing first 
that all biography is fiction, he shows how the myth of the 
heroic, dangerous, lonely journey of the genius shapes the 
inner world of the youthful genius. Studies of geniuses show 
that most have arranged their lives to fit the myth. First the 
myth shapes the fantasy, then the fantasy shapes the reality. 
Nietzsche wrote an autobiography when he was 14 years 
old, and another as his final work late in life. The early 
autobiography reveals the dream, the later one the accom- 
plishment of that dream. Pletsch indicates that most of the 
geniuses of the last 200 years show the influence of genius 
myth, giving rise to the possibility of a complementary psy- 
chology of creative individuals that provides a special con- 
text for the integration and expression of their unique native 
capacities. But I cannot restrain from commenting that if 
fantasy shapes the emergent reality for genius, it probably 
does the same for sea captains, firemen, and housewives. Yet 
it is an appealing hypothesis that genius is that rare blend of 
talents, carefully tended in the encouraging sunshine of 
mythic expectations. 

The spitit of the book is captured in the final chapter, 
wherein co-editor Moraitis describes his completely original 
experiment of bringing psychoanalytic inquiry to literary 
work by serving as an “ideal reader” to Pletsch’s biograph- 
ical work in progress. The attempt defies summarization, but 
the reader is invited to speculate on the connection between 
this innovative collaboration and the creative originality of 
Pletsch’s work. The final chapter replicates the book in its 
unevenness and originality. It reminds us that our science is 
still in its infancy and is likely to stay that way for a while. 
We still have as much to learn as to teach, and in this central 
task the interplay between biography and psychoanalysis is 
rich fare indeed—-a generous compliment to the consulting 
room. 


JUSTIN SIMON, M.D. 
Berkeley, Calif. 


Reprinis of Book Forum reviews are not available. 
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Behavioral Dyscontrol Associated With Combined Use of 
Alprazolam and Ethanol 


Str: Recent reports have implicated alprazolam as a pos- 
sible precipitant of disinhibited behavior, rage, violence (1, 
2), and amnesia (3)—behaviors that have also been linked to 
benzodiazepines other than alprazolam (4) and to alcohol 
(5). The following is a report of a patient who developed 
severe behavioral dyscontrol for the first time after exposure 
to a combination of alprazolam and alcohol. 


Ms. A, a 40-year-cld unmarried white woman, had no 
history of psychiatric treatment until age 39, when she 
began to experience persistent sad mood, excessive guilt, 
generalized anxiety, early morning awakening, diminished 
appetite (with a 15-lb weight loss), impaired concentra- 
tion, and anhedonia. When she became disorganized and 
unable to make decisions, she lost her job as a bookkeeper 
and sought psychiatric treatment in her local community. 

Ms. A’s psychiatrist diagnosed her symptoms as a major 
depressive episode with anxiety and treated her with a 
combination of alprazolam, 0.5 mg t.i.d., and L-trypto- 
phan, 2 g for insomnia. Within a few weeks, both her 
anxiety and her depressive symptoms had improved con- 
siderably. However, within several weeks of achieving this 
clinically significant improvement, Ms. A experienced an 
episode of severe behavioral dyscontrol and amnesia. An 
hour after drinking approximately 3 oz of 80-proof whis- 
key (her usual daily consumption over the past several 
years), she broke into a neighbor’s house and “smashed 
everything in sight,” destroying approximately $50,000 
worth of property and inadvertently sustaining lacerations 
of both wrists from broken glass. Afterward, she returned 
to her house, fell asleep, and upon awakening had an in- 
complete recollection of the event, recalling only vague 
images and sounds of breaking glass. She then surrendered 
herself to the police and was admitted to a psychiatric unit. 

After withdrawal from alprazolam during the first 5 
days of her hospitalization, Ms. A appeared calm, partic- 
ipated effectively and appropriately in the ward commu- 
nity, and was well liked by the staff and the other patients. 
She continued to be asymptomatic throughout her hospi- 
talization and was discharged on no medication after 24 
days. She has since returned to work and has remained 
well for 4 months after discharge. 


Behavioral dyscontrol has been reported in association 
with both alcohol (5) and benzodiazepines (4). Ms. A had 
not evinced clinically significant behavioral dyscontrol after 
exposure to either alcohol or alprazolam alone and devel- 
oped her destructive rage only while taking a combination of 
the two (along with occasional doses of L-tryptophan, which 
has not been linked with behavioral dyscontrol). It is there- 
fore possible that alcohol and alprazolam may. interact ad- 
versely and that patients who drink may be at increased risk 
for behavioral dyscontrol during treatment with alprazolam. 
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HOWARD B. TERRELL, M.D. 
Reedley, Calif. 


Complete Loss of Libido With Short-Term Use of 
Lorazepam 


Sir: The letter from R. Taylor Segraves, M.D., regarding 


use of lorazepam in the treatment of premature ejaculation 
(1) prompted me to report on two patients who developed 
complete loss of libido with short-term use of lorazepam. 


Mr. A, a 35-year-old married man, was reierred to the 
psychiatry unit for management of stress-induced anxiety 
symptoms of 6 months’ duration. These symptoms were in 
the form of apprehensions, multiple somatic aches and 
pains, vague sensations in many parts of his body, weak- 
ness, and constant worrying about his stressful situation. 
His sleep and appetite were only marginally decreased. He 
reported no change in his sexual drive, desire, or perform- 
ance. He had already been examined in detail by the re- 
ferring unit, and no abnormality had been detected in any 
physical investigation. 

At our unit Mr. A was advised to undertake a few ses- 
sions of counseling and was started on lorazepam, 1 mg 
t.i.d., with the advice to return after 1 week. However, he 
reperted back after a month, during which time he had 
had moderate relief of his symptoms with tke continued 
use of lorazepam; however, he had developed a complete 
loss of libido soon after starting the lorazepam. He had not 
used any other drug during this period. The lorazepam 
was withdrawn, and Mr. A was advised to continue coun- 
seling sessions only. When he returned after another 
month, he reported complete return of his usual libido. 
The patient refused the suggestion that he try lorazepam 
again to see its effect on his libido. 


Mr. B, a 45-year-old married man, sought consultation 
for tension headaches of more than 8 years’ duration. The 
results of detailed examinations at the neurology clinic 
were within normal limits. The patient reported occasional 
mild anxiety symptoms related to tension and frequent 
headaches, but there were no depressive features, nor were 
there any significant changes in his sleep, appetite, or li- 
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bido. He was advised to undertake long-term counseling 
and relaxation exercises. He was also started on loraze- 
pam, 1 mg t.i.d. Mr. B came back 3 weeks later complain- 
ing of total loss of libido within 1 week of starting the 
lorazepam, although he had continued to take it to relieve 
his anxiety symptoms. His libido returned to normal 
within a week of stopping the lorazepam. 


In Dr. Segraves’ patient, premature ejaculation might have 
been relieved directly by lorazepam or by a number of other 
nonpharmacological factors associated with treatment, since 
premature ejaculation is primarily a reflex conditioned by a 
host of psychological factors that may respond to psycho- 
logical treatment. What led to the complete loss of libido in 
the two cases I have described is difficult to ascertain. The 
patients did not have any other obvious side effects. It could 
not have been due to sedation, since neither patient reported 
any daytime sedation with lorazepam. Benzodiazepines re- 
main one of the most commonly prescribed xinds of drugs, 
and more and more reports are appearing that highlight their 
misuse and the side effects associated with long-term use (2— 
4). However, it may be worth keeping in mind that even in 
small doses given for a short period, unpleasant side effects 
can be encountered. 
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DR. S.K. XHANDELWAL 
New Delhi, india 


Another Case of Chronic PTSD With Auditory 
Hallucinations 


Sir: An article by Kim T. Mueser, Ph.D., and Robert W. 
Butler, M.D. (1) described five cases of combat-related 
chronic posttraumatic stress disorder (PTSD) characterized 
by prominent auditory hallucinations that were not due to 
either schizophrenia cr an affective disorder. These patients’ 
hallucinations were not affected by neuroleptic medications 
but in some cases were diminished by imaginal flooding 
treatment (2), 

We wish to report another case of chronic PTSD with 
auditory hallucinations in a veteran who had been the victim 
of a sexual assault rather than military combat as in the 
report of this phenomenon by Drs. Mueser and Butler. In 
addition, this veteran met the DSM-III-R criteria for schizo- 
phrenia but was unresponsive to neuroleptics. 


Mr. A, a 31-year-old white married man with one child, 
was a noncombat veteran who was hospitalized because of 
increasing paranoic delusions, auditory hallucinations, ir- 
ritability, flashbacks, suicidal ideation, and consumption 
of alcohol in the preceding 3-4 weeks. He had had nu- 
merous previous hospitalizations, the first of which had 
occurred 12 years earlier during his military service, when 
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he had developed paranoid ideation and had made a sui- 
cide attempt. This event had been precipitated by his being 
forced by threat of violence to engage in homosexual acts 
with fellow soldiers. Mr. A’s delusions and haliucinations 
were unrelated in content to the traumatic events (i.e., 
sexual assault). He had been given a diagnosis of schizo- 
phrenia and had been prescribed various neuroleptics, 
benzodiazepines, and lithium carbonate without clear ben- 
efit; he had also consumed alcohol in unsuccessful at- 
tempts to alleviate his symptoms. 

During his hospitalization Mr. A focused on the trau- 
matic events preceding his first psychotic episode. A diag- 
nosis of PTSD was made, and all medications were slowly 
tapered. His psychotherapy focused on imaginal exposure 
to the traumatic events and monitoring of his level of anx- 
iety. With systematic flooding, the patient was able to de- 
scribe in more detail the traumatic events he had experi- 
enced. This led to a worsening of the paranoid delusions, 
flashbacks, and intrusive thoughts for a 3-day period, after 
which the psychotic symptoms ceased and there was im- 
provement in his peer relations. Mr. A was discharged 
without any medications. At 16-month follow-up he had 
been without psychotic or PTSD symptoms, had not con- 
sumed alcohol, reported improvement in his relations with 
his wife and son, and planned to pursue vocational training. 


This case has important implications for the differential 
diagnosis and hence the treatment of PTSD and schizophre- 
nia. The veteran met the DSM-III-R criteria for both disor- 
ders. However, his auditory hallucinations and persecutory 
delusions did not respond to neuroleptics but were elimi- 
nated by imaginal flooding therapy after medications were 
withdrawn. This differential response pattern suggests that 
the patient’s “true” diagnosis was PTSD, not schizophrenia, 
and that psychotic symptoms may occur along with the clas- 
sic symptoms of PTSD. Psychiatric patients with hallucina- 
tions and delusions are frequently treated with neuroleptics, 
and their anxiety symptoms are assumed to be secondary to 
the psychosis. This case suggests that psychotic symptoms 
can be present in primary PTSD and raises the question of 
whether other such patients may be incorrectly diagnosed 
and treated as schizophrenic. Considering the serious side 
effects of neuroleptic medications and the potential benefit of 
imaginal flooding treatment for PTSD, perhaps PTSD should 
be ruled out before a diagnosis of schizophrenia is made, as 
are major depression and bipolar disorder. 
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SHIMON WALDFOGEL, M.D. 


KIM T. MUESER, PH.D. 
Philadelphia, Pa. 


Augmentation of Antiobsessional Treatment With 
Fenfluramine 


Sir: Antidepressants with potent effects on serotonin (5- 
HT) reuptake blockade, such as clomipramine, fluoxetine, 
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and fluvoxamine, have selective antiobsessional effects in ap- 
proximately 50% of patients with obsessive-compulsive dis- 
order (1). The efficacy of these agents may be limited by the 
side effects that occur in some patients at therapeutic doses. 

Fenfluramine, an amphetamine analogue without amphet- 
amine-like stimulant effects, has actions as a 5-HT releasing 
agent (2) and a 5-HT reuptake inhibitor (3), while at low 
doses it has only small effects on catecholaminergic systems 
(2). Fenfluramine has been marketed commercially in the 
United States for the past 10 years as an anorectic agent. In 
a recent study (4), a single dose of fenfluramine (60 mg) was 
administered on a blind basis to seven drug-free patients with 
obsessive-compulsive disorder. The effects of fenfluramine 
on obsessions and compulsions did not differ significantly 
from those of placebo. In another study (5), chronic treat- 
ment with fenfluramine in doses up to 180 mg/day for 4 
weeks was administered to eight suicidal patients with vari- 
ous diagnoses. There was a decrease in suicidal behavior and 
a reduction in CSF $-hydroxyindoleacetic acid and platelet 
5-HT uptake and imipramine binding. Two patients with 
bipolar disorder developed mania during treatment. Other- 
wise, fenfluramine was well tolerated. 

We describe here the effect of fenfluramine augmentation 
on one patient with obsessive-compulsive disorder who was 
receiving chronic fluvoxamine treatment. 


Mr. A was a 30-year-old physician with a 13-year his- 
tory of obsessions and compulsions. When he read, he 
performed compulsive checking rituals, such as trying to 
memorize everything, attempting to visualize negative 
statements as positive ones, and reading the same sentence 
over and over to help organize it. Before taking tests, he 
would check the lights 50 times. His other compulsive 
activities included making lists and picking at his skin. The 
course of illness was complicated by depressive episodes 
manifested by anhedonia, hopelessness, and hypersomnia. 
The patient had had antiobsessional responses with clo- 
mipramine, fluoxetine, and fluvoxamine in the past, but he 
had discontinued treatment because he developed impo- 
tence. Addition of bethanechol or cyproheptadine was in- 
effective in relieving the impotence. Fluvoxamine, 200 mg/ 
day, yielded a 60% improvement in the patient’s self-rat- 
ings of his obsessive and compulsive symptoms, but he 
became totally impotent. Reduction of this dose yielded 
relief of the impotence but exacerbation of the obsessions 
and compulsions. 

Following 10 weeks of fluvoxamine treatment, fenflur- 
amine, 40 mg/day, was added, permitting reduction of the 
fluvoxamine dose to 50 mg/day. On this regimen, Mr. A 
reported a 95% improvement in his obsessive-compulsive 
symptoms within 4 days and no sexual dysfunction. He 
reported dramatic improvement in his ability to read, his 
job performance, and his social functioning. This effect 
exceeded previous responses to clomipramine, 200 mg/ 
day, and fluoxetine, 60 mg/day. The antiobsessional effect 
continued for 7 weeks, but the patient again developed 
impotence and discontinued treatment. 


Fenfluramine may augment the antiobsessional effects of 
potent serotonergic antidepressants. Future studies should 
address the efficacy and safety of fenfluramine augmentation 
in the 40%—50% of patients with obsessive-compulsive dis- 
order who do not respond to available treatments and/or 
those unable to tolerate available treatments. 
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ERIC HOLLANDER, M.D. 
MICHAEL R. LIEBOWITZ, M.D. 
New York, N.Y. 


Psychological Issues in the Use of Generic Drugs 


Sir: There has been substantial discussion of the relative 
efficacy of alternative drug formulations. Most attention has 
focused on variability in fillers and dyes and on functional 
bioequivalence (1). The following case reminded us that the 
psychological implications of changing formulations can also 
produce difficulties for certain patients. 


Mr. A, an elderly married man, first developed neu- 
ropsychiatric symptoms at age 50, while he was hospital- 
ized for evaluation of amaurosis fugax. He had a history of 
episodic alterations in consciousness, and it was noted that 
he had the paranoid delusion that someone was trying to 
poison him with packets of milky material. Results of a 
carotid arteriogram suggested multiple embolic strokes. 
EEG revealed bitemporal spikes enhanced by hyperventi- 
lation, which is consistent with zemporal lobe epilepsy. 
Mr. A was treated with phenytoin, carbamazepine, and 
chlorthalidone. Three years later he had a psychiatric hos- 
pitalization for aggressive outbursts, auditory and visual 
hallucinations, and paranoid delusions. His phenytoin and 
carbamazepine levels were subtherapeutic; his symptoms 
diminished once therapeutic serum levels had been 
achieved. 

Mr. A was not hospitalized for the next 7 years, remain- 
ing at home with minimal paranoid ideation. He was able 
to drive and to care for his grandchildren. However, the 
pharmacy changed its supplier of carbamazepine a month 
before his recent clinic visit. The tablets he received when 
his prescription was last refilled were different in shape 
and color from those he had been taking. He noticed that 
one of the new tablets was flawed by a bubble and con- 
cluded that the medication contained insects which were 
eating their way out. He became reluctant to take the car- 
bamazepine and then refused to take the phenytoin as 
well. 

When Mr. A was seen in the clinic, his wife complained 
that he had become irritable and threatening and had fre- 
quent visual hallucinations. She noted that similar symp- 
toms had led to his previous psychiatric hospitalization. 
The patient denied everything. When examined by a psy- 
chiatric consultant, he was alert and fully oriented but 
uncooperative and negativistic. At first he refused to allow 
blood to be drawn to determine drug levels, but he agreed 
after a quarter was bet on the outcome. His serum pheny- 
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toin level was 1.8 pg/ml (therapeutic level=10-—20 ug/ml), 
and his carbamazepine level was 2.1 mg/liter (therapeutic 
level=4--10 mg/liter). After explanation and assurance 
that the new form of carbamazepine was safe, and pre- 
scription of a new bottle of tablets presumably free of 
insects, Mr. A agreed to take his medication regularly. At 
follow-up his serum phenytoin level was 11.8 pg/ml, his 
carbamazepine level was 4.4 mg/liter, and there was sig- 
nificant improvement in his symptoms. 


In this case the patient’s baseline suspiciousness was ag- 
gravated by the unexpected and unexplained change in the 
color and shape of his carbamazepine tablets. Subsequent 
reductions in his drug levels and the associated symptom 
escalation were a result of noncompliance with his regimen 
rather than lack of bioequivalence of the new tablets. Clini- 
cians may wish to consider whether some cases of apparent 
lack of bioequivalence are instead due to reduced compli- 
ance. Pharmacists should also work with clinicians so that 
changes in drug formulation do not occur unannounced and 
without the opportunity for explanation to patients. 
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‘Tape Recording Auditory Hallucinations 


Sir: Hallucinatory experience is generally ego-syntonic. 
Consequently, a schizophrenic person is unlikely to attempt 
to validate his or her auditory hallucinations. I wish to report 
an unusual case involving a patient who tried to do this. 


Mr. A, a 34-year-old patient with complex partial sei- 
zures and secondarily generalized tonic-clonic seizures 
demonstrated clinically and on EEG, had been treated 
with phenytoin for a number of years; his seizures had 
been under control. Then, over a period of 2 months he 
reported strange movements of his mouth, which on EEG 
were validated as partial seizure phenomena. Independent 
of these movements, the patient experienced auditory hal- 
lucinations several hours a day. These took the form of 
voices outside his head instructing him and insulting him. 
The voices sounded like ordinary voices and were heard 
with both ears. Mr. A was perplexed by this occurrence 
and decided to tape record the voices. He proceeded to do 
so and was rather astonished to discover that the voices 
did not appear on the tape. He then reported to his phy- 
sician for further treatment because he realized he must be 


ill. 


I have been unable to find another reported case of this 
kind in which an attempt was made to tape hallucinations; 
the combined, extensive experience of numerous clinicians 
with whom I have spoken about this case persuades me that 
it is a rather rare instance. It may have an indirect therapeutic 
application for nonschizophrenic hallucinating patients such 
as epileptics with hallucinations or patients with alcoholic 
hallucinosis. In each instance, one need not intrude into the 
delusional system (as would be the case in schizophrenia). 
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For these patients, feedback from tape recordings may well 
allow them some insight into the invalidity of their experi- 
ences in the objective world. 


VERNON M. NEPPE, M.D., PH.D. 
Seattle, Wash. 


Structural Brain Changes Revealed by MRI 


Str: In the erzicle “Use of Magnetic Resonance Imaging 
[MRI] in Psychiatry” (1), H. Jordan Garber, M.D., and as- 
sociates reported on four patients who showed structural 
brain changes on MRI. The changes were primarily in the 
form of periventricular subcortical and cortical white matter 
lesions, most of which appeared to be similar to the kind 
known as leukoencephalopathy (2, 3). These lesions are seen 
in normal individuals, and usually appear in the periventric- 
ular white matter, basal ganglia, and brainstem regions (2). 
The neuroanatomical basis of these lesions is unclear (2), and 
their clinical significance is unknown. The prevalence of such 
lesions increases as a function of age (2, 3). 

We recently reported (4) that the prevalence and severity 
of these lesions were much greater in patients with late-onset 
major depression (onset of the first depressive episode after 
the age of 45) than in patients whose first episode of depres- 
sion occurred before the age of 45. Similar lesions were also 
seen in an individual who had late-onset bipolar disorder (4). 
We speculate that these lesions are indicative of subtle cere- 
brovascular dysfunction and that this may support Post’s 
hypothesis (5) chat cerebrovascular changes underlie or play 
a role in late-life depression. 

In our study, analysis of the distribution of these lesions 
did not reveal any particular pattern (4). The cases reported 
by Dr. Garber and colleagues indicated that these lesions 
may also be related to cognitive impairment. It would be 
worthwhile to investigate whether the occurrence of depres- 
sion in the presence of these lesions leads to significant cog- 
nitive impairment and the clinical presentation of pseudode- 
mentia. We agree that MRI scan may be useful in revealing 
subtle structural abnormalities and may be useful in certain 
limited clinical situations. 
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Panic Disorder and the Procaine in Penicillin G 


Sir: The article “‘Doom Anxiety’ and Delirium in Lido- 
caine Toxicity” (1), which reported on CNS toxic reactions 
to lidocaine, drew attention to similar adverse reactions to 
the procaine in penicillin G; the major symptoms are feelings 
of impending death, apprehension, hallucinations, and agi- 
tation. The similarity of the procaine reaction (Hoigne’s syn- 
drome) to a panic attack and its association with emotional 
disturbance have been noted (2, 3). We would like to report 
some psychopathological sequelae to injections of penicillin 
G in previously well individuals. 

The etiology of panic disorder is obscure, and it is unusual 
to find an apparently consistent initial precipitating event. 
We have seen three patients (a 25-year-old man and two 
women, ages 32 and 42 years) in whom panic disorder be- 
came established after adverse reactions to injections of pro- 
caine penicillin. Each patient was convinced that he or she 
was about to die and experienced apprehension, extreme 
dizziness, and difficulty in breathing. Each was told that his 
or her reaction was a panic attack related to fear of having an 
injection. However, all three patients reported that they had 
never been fearful of receiving injections, and the man had 
been a regular blood donor. None of the patients could be- 
lieve that the problem was injection anxiety, and all con- 
cluded that there must be something physically wrong with 
them. None had previously experienced anything similar to 
this reaction or suffered from any anxiety disorder. 

The younger female patient was so severely affected that 
she was hospitalized almost immediately because of her re- 
current panic attacks. In the other two patients, the next 
attack occurred within a month and was in response to a 
sensory stimulus present at the initial reaction: in the case of 
the woman, when she was exposed to a flickering fluorescent 
light similar to the one in the doctor’s office, and in the case 
of the young man, when he next visited a hospital. All three 
experienced symptoms similar to their initial reactions and 
assumed that the recurrence of symptoms at times when they 
had not had penicillin injections confirmed the presence of an 
undiagnosed disease—a thought that they found very fright- 
ening. Other panic attacks followed; they were apparently 
unrelated to any exterior event, and had the “‘out-of-the- 
blue” characteristics of panic disorder. All of the patients 
sought treatment within 3 years after their first attacks. The 
two women were successfully treated by behavioral methods, 
and the man is soon to start therapy. 

Not only does the appearance of panic disorder in these 
three cases follow behavioral principles in the combination 
of classical conditioning of the fear response to sensory stim- 
uli with cognitive mediation in the development of fear of 
secondary interoceptive stimuli (4), but it highlights the need 
for medical practitioners to be aware of the possibility of this 
rare response (2) to the procaine in penicillin G. If a patient 
has such a reaction to the injection, by explaining the prob- 
able cause of the response the practitioner can avert the vi- 
cious cycle that leads to panic disorder in skeptical and sus- 
ceptible individuals. 
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T, and Lithium Potentiation of Tricyclic Antidepressants 


Sir: Approximately 30% of depressed patients do not im- 
prove satisfactorily while receiving an initic! trial of a tricy- 
clic antidepressant, one of the primary treazments for major 
depression (1). Several studies have suggested that the addi- 
tion of either T, (reviewed in reference 2) or lithium (3, 4) 
will convert nonresponders to responders in. up te two-thirds 
of cases. Therefore, both lithium and T, may provide a po- 
tentially rapid, safe, and effective method bf treating tricy- 
clic-resistant depression. Although there are increasing data 
to support the efficacy of both therapeutic interventions (2— 
4), there are very limited clinical and research data compar- 
ing their efficacy. | would like to report on my systematic 
clinical evaluation of T, and lithium poten-iation. 

In the past 2'4 years, 22 patients who attended the Mood 
Disorders Clinic at St. Michael’s Hospital and the University 
of Toronto received both T, and lithium potentiation after 
failing to respond to a trial of desipramine or imipramine 
alone as the first antidepressant treatment for their current 
nonpsychotic major depression. The sample comprised nine 
men and 13 women, whose mean+SD age was 38.3+11.1 
years. The subjects received 25—37.5 mg/day cf T, for 3 
weeks and lithium carbonate in doses of 600-1200 mg/day 
for a minimum of 2 weeks. The lithiam was administered in 
open clinical fashion, but 15 of the 22 patients received the 
T, under double-blind conditions in another study evaluat- 
ing the efficacy of thyroid hormone potertiation. Ten pa- 
tients received T, and the remaining 12 received lithium as 
the first potentiating treatment. 

Eight subjects responded to T, anc not to lithium, and five 
responded to lithium but not to T;. Cine patient responded to 
both treatments, and eight responded to neither treatment. 
Of the eight T, responders, two had T; as tke firs: treatment, 
and six had it as the second treatment. Ot the five lithium 
responders, two had this as their first treatment. There was 
no difference in the male-to-female ratio of the group of T; 
responders (5:3) and that of the lithium responders (2:3). 

The clinical data suggest that T, and lithium may have 
differential effects in potentiating the response to tricyclic 
antidepressants in the same patients. In most cases, patients 
who responded to one form of antidepressant potentiation 
did not respond to the other. The findings are consistent with 
several case studies reported by Garbutt et al. (5), who found 
that in four patients who failed to respond to tricyclic anti- 
depressants, lithium but not T; converted them from nonre- 
sponders to responders. The clinical findings have potentially 
important implications, as they suggest that responders to 
one strategy may be different from those wko respond to the 
other therapeutic intervention. Systematic investigation us- 
ing a double-blind, placebo-controlled design should be car- 
ried out to evaluate the relative efficacy of T, and lithium in 
the potentiation of tricyclic antidepressants. 
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Visual Hallucinations as the First Symptom of Alzheimer’s 
Disease 


Sir: Hallucinations are common in the middle and later 
stages of Alzheimer’s disease (1) but have not been described 
as an initial symptom of this disorder. We recently examined 
an elderly patient who developed nonthreatening visual hal- 
lucinations while her recent memory was still intact. At the 
time of her initial evaluation, her relatively normal mental 
status made the diagnosis of Alzheimer’s disease improbable. 
Visual hallucinations dominated her clinical syndrome for 1 
year until she began to develop a progressive dementing ill- 
ness suggestive of Alzheimer’s disease. 


Ms. A, a 70-year-old woman who lived alone, said that 
she saw her children in her apartment, and she would 
prepare food for them. In her visions, which were only 
intermittently present, her children were normal in size 
and appeared as they had looked 30 years zarlier. She was 
usually aware that the images were not real and was mildly 
troubled by them because she realized that such images 
were not normal. She had no previous history of psychi- 
atric disease. Her sister had probably died of Alzheimer’s 
disease. 

Ms. A’s visual acuity was 20/50 bilaterally. She was able 
to remember four out of five items on a memory phrase 
test and could copy figures and abstracts edequately. Her 
score on the Blessed test of orientation; memory, and con- 
centration was 3, a borderline normal score (2). She ad- 
mitted to mild sadness but had no vegetative signs of 
depression. Findings on CT scan, EEG, and routine labo- 
ratory studies were unremarkable. Treatnent with low 
doses of nortriptyline or thioridazine did not affect the 
hallucinations. 

About a year after the onset of her hallucinations, Ms. A 
became increasingly forgetful. She was able to remember 
only one out of five items on a memory phrase test. Her 
ability to copy visual constructions deteriorated, and she 
exhibited mild werd-finding difficulty. Her progressive 
cognitive decline suggested Alzheimer’s disease as the most 
likely diagnosis. She had no significant eye pathology and no 
other disorder that could better explain her hallucinations. 


Although memory impairment is the usual first symptom 
of Alzheimer’s disease, other manifestations, including non- 
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dominant hemisphere syndrome (3), aphasia (4), and depres- 
sion (5), can also be presenting symptoms. We believe that 
visual hallucinations should be added to the list of potential 
first symptoms of Alzheimer’s disease. Despite this patient’s 
visual hallucinations and complaints of memory impairment, 
we initially felt that a clinical diagnosis of Alzheimer’s dis- 
ease could not be made until there was more substantial 
impairment of recent memory on formal mental status test- 
ing. The patient’s subsequent course suggested that the hal- 
lucinations were indeed an early manifestation of Alzhei- 
mer’s disease. 
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Lack of Efficacy of Pindolol in Tardive Dyskinesia 


Sir: Tardive dyskinesia is one of several possible side ef- 
fects of long-term use of antipsychotic medication. However, 
although discontinuation of the antipsychotic will usually 
alleviate other neuromuscular side effects, tardive dyskinesia 
may worsen. Tardive dyskinesia sometimes persists long af- 
ter discontinuance of the antipsychotic, and it may be exac- 
erbated even by lowering the dose. Recent publications have 
noted the potential legal liability of physicians whose pa- 
tients develop this condition as a consequence of treatment 
(1). Scattered reports have suggested beneficial effects when 
patients with tardive dyskinesia were treated with propran- 
olol as well as oxprenolol or clonidine (2, 3). 

We have used propranolol for other psychiatric purposes 
and have found that elderly sedentary, normotensive patients 
may develop hypotension or bradycardia (4). For this reason, 
we chose to use for our investigation pindolol, a B-adrenergic 
receptor blocking agent with intrinsic sympathomimetic ac- 
tivity that generally prevents these side effects (5). 

All of the male inpatients at the Veterans Administration 
Medical Center :n Canandaigua, New York (a psychiatric 
hospital), who exhibited tardive dyskinesia were identified. 
Those who consented in writing to participate, whose symp- 
toms were of at least 2 years’ duration, and for whom B 
blockers were not contraindicated were recruited for our 
study. Patients who were being treated with haloperidol were 
maintained on this medication. One patient who was being 
treated with thioridazine was switched to haloperidol, since 
we had previously found that plasma levels of thioridazine 
rose along with those of propranolol or pindolol, whereas 
haloperidol levels did not. Thus, there were two subgroups in 
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our study: the group taking haloperidol (five patients) and 
the group not receiving any antipsychotic (four patients). 

Within each subgroup, patients were ranked according to 
severity of symptoms and then paired according to severity. 
Members of the pairs were assigned randomly to receive 
either pindolol (20 mg b.i.d. orally) or placebo for 4 months. 
The patients’ tardive dyskinesia was assessed every 2 weeks 
by means of the Rockland Research Institute Abbreviated 
Dyskinesia Scale, except that akathisia and movement disor- 
ders other than tardive dyskinesia were not scored. Tardive 
dyskinesia in each patient was assessed by two of the inves- 
tigators (H.K. and J.K.) starting 6 weeks before commence- 
ment of the drug/placebo treatment to ensure a stable base- 
line. The last assessment before commencement of the 
treatment was used to pair the patients. Interrater reliability 
was assessed by analysis of variance. The intraclass correla- 
tion coefficient was 0.827, which was highly significant 
(F=10.37, df=8, 9, p<0.001). 

Disregarding the two subgroups because of the small sam- 
ple sizes, we found no statistically significant evidence of 
improvement in tardive dyskinesia in the patients who re- 
ceived pindolol compared to the control patients. Our inabil- 
ity to demonstrate a beneficial effect casts doubt on the use- 
fulness of pindolol as a treatment for tardive dyskinesia. 
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Propranolol and Clonidine in Detoxification 


Sır: Many patients undergoing detoxification in our insti- 
tute showed signs and symptoms similar to those described 
by Herbert Roehrich, M.D., and Mark S. Gold, M.D., in 
their report on propranolol as an adjunct to clonidine (1). In 
particular, the patients treated with methadone for 4 days, 
followed by intravenous clonidine three times a day, showed 
their symptoms before the administration of clonidine. None 
of the patients benefited from propranolol, whereas loraze- 
pam in daily doses of S—7 mg was effective in reducing motor 
restlessness and fidgeting. Although the doses of clonidine 
used by Drs. Roehrich and Gold were far lower than the 
doses which, according to Pranzatelli et al. (2), can induce 
alterations in motor activity, the lack of data concerning 
motor activity before the administration of clonidine does 
not completely exclude the possibility that the drug itself 
contributed to the development of the restlessness syndrome. 
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We fully agree that the apparent efficacy reported by the 
authors justifies further studies on the effects of propranolol 
on patients undergoing detoxification. We would like to con- 
tribute to the discussion by suggesting the possibility that 
propranolol, like other B blockers, acts by reducing the pe- 
ripheral sympathetic overactivity present under stzess condi- 
tions, which in turn can reenforce central anxiety. 
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Psychiatric Comorbidity and Length of Hospital Stay 


Sir: George Fulop, M.D., and associates (1) reported that 
medically ill patients with secondary psychiatric diagnoses 
stayed significantly longer than patients with only medical 
illness at the Mount Sinai Hospital (19.8 versus 9.2 days) 
and Northwestern Memorial Hospital (13.7 versus 8.3 
days), with important implications for hospital costs. We 
would like to report similar findings (33.8 versus 11.5 days) 
in a consultation-liaison service sample from the Free Uni- 
versity Hospital in Amsterdam (F.J. Huyse, J.J. S-rain, and 
J.S. Hammer, manuscript in preparation). It seems important 
to note that psychiatric and medical comorbidity has been 
correlated with prolonged length of stay in yet another site 
and country. This finding—coupled with the observation by 
Lyons et al. (2) that the earlier patients are seen in psychiatric 
consultation, the sooner they are discharged—has major im- 
plications for costs and supports early detection and treat- 
ment of psychiatric illness in general hospital patients. 
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Accuracy of Diagnosis in Public Hospitals 


Sir: The findings of the study by Ann E. Pulver, D.Sc., and 
associates (1) on the accuracy of diagnoses in Maryland pub- 
lic hospitals, which did not confirm those of our Manhattan 
study (2), are both reassuring and disconcerting. Their sug- 
gestion that the higher concordance rate between hospital 
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and research diagnoses in the public hospitals in Maryland 
“may be the result of the successful recruitment of psychia- 
trists recently trained in American academic centers into 
public sector staff positions in Maryland” is, in my view, 
unnecessarily modest. The program in Maryland has long 
been an example of how collaboration between universities 
and the public sector catalyzes the incorporation of new pro- 
fessional information; diagnostic criteria are only one exam- 
ple. In Oklahoma a similar collaboration between our pro- 
gram and the state department of mental health is producing 
precisely the same eifects. We encourage the extension of 
these relationships in other states. 

Nonetheless, the study by Dr. Pulver and her colleagues 
confirmed the diagnosis of schizophrenia in 77% of dis- 
charged patients; 23% of the hospital diagnoses, even in 
Maryland, were presumably incorrect. Our task is far from 
over. 
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Judges and the Right to Refuse Treatment 


Sir: The article by Paul S. Appelbaum, M.D., on the right 
to refuse treatment (1) is a good, terse summary of today’s 
law on the subject. From personal experience I can attest to 
the frustration that comes when obedience to the law re- 
quires one to allow a fellow being to suffer the slings and 
arrows of outrageous hallucination. Dr. Appelbaum’s com- 
ment that “rigorous logic has an unquestionable appeal” 
brought to mind a solution, proposed years ago, whose time 
has finally come: judicial therapy. Instead of continuing the 
commitment of persons in need of treatment at mental hos- 
pitals, perhaps such persons should be transferred to an in- 
stitution where they would come under the care of judges. At 
such time as the judges decide that their patients are incom- 
petent to refuse psychiatric treatment, they could return 
them to mental hospitals. 

Just a modest proposal. 
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EDWARD HUME, M.D., J.D. 
Washington, D.C. 

Extreme Haircutting as a Symptom 
Sır: Three reports on the relationship between extreme 
haircutting and psychosis (1-3) have appeared in this jour- 


nal, two of them recently. I agree with the conclusion drawn 
from the cases presented that extreme haircutting may rep- 
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resent an early indicator of impending psychotic decompen- 
sation. However, it is important to bear in mind that hair- 
cutting, as extreme as it may be, is a nonspecific symptom. 
Such a behavior can be manifested also by patients afflicted 
with obsessive-compulsive disorder and/or borderline per- 
sonality disorder exclusively or as part of a self-mutilating 
behavior pattern (4). 
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YIFRAH KAMINER, M.D. 
Pittsburgh, Pa. 


Losing the Mind 


Str: We wish to thank Morton F. Reiser, M.D., for calling 
attention to a problem that has long been bothering us. In his 
article “Are Psychiatric Educators ‘Losing the Mind’?” (1), 
he argtied a paint—the loss of emphasis on psychodynamics 
in favor of the more biological approach to psychiatry—that 
we too have been concerned with. However, his article is in 
need of some further, more empirical and less subjective, 
support. 

In a fairly recent article (2), we studied the trends not 
among psychiatric educators but in a major psychiatric 
teaching tool, the American Journal of Psychiatry. We found 
an alarming proportion of articles devoted to biological ma- 
terial cornpared to psychodynamic/socially relevant topics, 
and we found that this proportion had increased in a statis- 
tically significant manner over the preceding decade. We are 
sure that, given these data, Dr. Reiser would agree with 
Kuhn (3), who stated that what we need is a “new view.” As 
Salvador Dali (4) so aptly wrote, “Tradition is precisely 
change and reinvention of another skin. It is not a question 
of esthetic surgery or mutilation, but a rebirth. I do not 
renounce anything, I continue.” So let us continue our search 
for the biological basis of psychiatry but not renounce our 
primary discovery—the mind. 
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The Town and Country Psychiatrist 


Sir: To paraphrase Lily Tomlin’s line from The Search for 
Signs of Intelligent Life in the Universe, Town and Country 
has not exactly been a magazine known for its psychological- 
mindedness; nevertheless, the lead article in the March 1988 
issue was entitled ‘‘Finding the Right Psychotherapist” (1). 
The article aims to educate the reader about differences 
among various practitioners referred to as psychotherapists 
(in particular, psychiatrists, psychologists, social workers, 
and marriage and family therapists), to give a succinct over- 
view of common disorders that lead people to enter treat- 
ment, and to reveal results of the magazine’s nationwide poll 
of therapists. The article is relevant for us as psychiatrists, 
since many of our patients and potential patients have access 
to this widely sold periodical. 

In assisting the reader to choose a therapist, the article 
emphasizes the therapeutic alliance and encourages 
“shopping for a therapist” by interviewing several of them in 
“consultation” sessions and asking many questions before 
entering into treatment. Although it accurately differentiates 
a psychiatrist’s training from that of other psychotherapists, 
the article tends to overemphasize the trend in psychiatry 
toward subspecialization. Its 3-page overview of common 
disorders reads like Cliff's Notes for a combined DSM-III-R 

‘and differential therapeutics textbook and seems intended to 
help the potential patient match his or her symptoms with 
the appropriate specialist. 

Town and Country wanted to provide a list of “out- 
standing specialists” in different disciplines whom its readers 
could consult in order to ensure the best possible manage- 
ment of their difficulties. To develop its “nationwide referral 
guide,” the magazine chose 22 major cities across the United 
States and polled through questionnaires or phone interviews 
1,500 “randomly selected individuals who represented, in 
equal proportion, the three major training areas for psycho- 
therapists—psychiatry, clinical psychology and clinical social 
work.” Those 267 practitioners whose names were cited by 
at least three different therapists as “colleagues to whom they 
would most confidently refer patients with the particular dis- 
orders described” were included in the referral guide. 

The reader is also provided a list, derived from the same 
survey, of 38 recommended psychiatric hospitals across the 
country. Here the author states, “If there were a Guide Mich- 
elin for psychiatric hospitals, the Menninger Foundation in 
Topeka, Kansas, would rate three stars.” Besides receiving 
more “commendations as the best place to go for treatment 
for a wide range of problems,” the hospital “is known for its 
mixture of ‘Freud and friendliness.’ ” 

In contrast to the movie psychiatrists recently described by 
Dr. Irving Schneider (2), the “Town and Country psychia- 
trist” appears to be a more accurate, less stigmatizing depic- 
tion of psychiatrists and what we do. The article offers up- 
to-date information and may generate quite a number of 
phone calls for some of our colleagues. 
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Dysphoria Associated With Methylphenida-e Infusions 


Sır: We agree with Peter B. Lucas, M.D., and his col- 
leagues that methylphenidate infusions maz be valuable in 
elucidating the neurobiology of borderline personality disor- 
der (1), but we are concerned that their report of adverse 
effects could cause researchers to limit undu_y the use of this 
paradigm. We are currently engaged in studies that involve 
methylphenidate infusions in patients wita schizophrenia 
and borderline personality disorder. The infusions are given 
in a rardomized order under double-blind cond:tions. The 
patients receive either methylphenidate, 0.5 mg/kg, or an 
active placebo (nicotinic acid, 2 mg) intravenously over 2 
minutes. They are on continuous cardiac monitors, and 
blood pressure is measured at 10-minute intervals after in- 
fusion. In the past 4 years, a total of 77 patients (72 schizo- 
phrenic and five borderline) have undergone 102 methylphen- 
idate infusions. Although our studies are still in progress, the 
results so far differ somewhat from those o? Dr. Lucas and 
associates, 

These authors reported that two of their hree borderline 
subjects developed severe dysphoric responses to methylphen- 
idate. The two subjects had similar dyspho-ic responses as 
part of their preinfusion symptoms. We reviewed in detail 
the mood responses of our borderline subjects; each had 
been rated during the challenge on a variety of mood states 
including depressed mood, anxiety, anger, irritability, and 
agitation. Individual borderline subjects improved or became 
worse in terms of a particular mood state, but none of them 
experienced dysphoric mood symptoms beyond those they 
had experienced as part of their preinfusion psychopathol- 
ogy. Apart from the fact that some proporticn of the schizo- 
phrenic subjects exhibited characteristic psychotogenic ef- 
fects, their affective responses to methylpheridate were also 
variable in a manner consistent with the variability in behav- 
ioral responses of nonpsychiatric subjects to psychostimulant 
challenges (2). 

In terms of cardiovascular effects, methylphenidate uni- 
formly e-evates blood pressure and pulse rate In our patients 
these elevations have been within physiologically tolerable 
limits. Peak heart rate has averaged 123.5 bpm (range=94— 
160 bpm). Peak systolic blood pressure has averaged 150 
mm Hg (range= 104-182), and peak diastolic blood pressure 
has averaged 88.7 mm Hg (range=74-114). These eleva- 
tions are within the limits allowed for young subjects during 
cardiac stress testing (3). There have been no serious or last- 
ing adverse effects. We carefully reviewed the ECG records of 
the last 26 patients who underwent methylshenidate chal- 
lenge testing. Most of these patients developed a sinus tachy- 
cardia, two developed a sinus arrhythmia, and one developed 
a supraventricular tachycardia. All of these reactions were 
brief, and none extended beyond 60 minutes No premature 
ventricular contractions were detected. The report of Dr. 
Lucas and associates mentioned two of 12 subjects who de- 
veloped premature ventricular contractions. One ož these pa- 
tients, however, had a premature ventricular contraction 
during a placebo infusion. Neither subject had any sustained 
adverse effect from methylphenidate (4). 

On the basis of our experience, we believe thet methyl- 
phenidate infusions do not represent a serious risk to young, 
medically healthy subjects who receive the infusions under 
adequately monitored conditions. Thus, we conclude that 
the psychiatric and medical risks of methylphenidate infu- 
sions are not severe enough to preclude furtaer research in 
which methylphenidate is used as a pharmacologic probe. 
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DELBERT ROBINSON, M.D. 
SAMUEL BAILINE, M.D. 
JEFFREY LIEBERMAN, M.D. 
Glen Oaks, N.Y. 


Dr. Lucas and Associates Reply 


Sir: Dr. Robinson and colleagues express concern that our 
report of dramatic dysphoria and adverse cardiovascular ef- 
fects during methylphenidate infusion in our sample of pa- 
tients with borderline personality disorder might deter fur- 
ther research using methylphenidate as a pharmacologic 
probe. Their experience with methylphenidate in higher 
doses than we used and in a larger sample of patients is a 
valuable and reassuzing addition to the existing information 
on this pharmacologic agent. We eagerly await a more de- 
tailed report of the clinical and physical effects they have 
observed. 

In conducting biological research with psychiatric pa- 
tients, the health and safety of the patients must remain of 
primary importance. Our reports of two instances of prema- 
ture ventricular contractions during methylphenidate infu- 
sion highlight the need for vigilance and careful monitoring 
of the cardiac side effects of pharmacologic probes, particu- 
larly in light of recent reports of sudden deaths from stimu- 
lant (cocaine) ingestion. Both of our subjects were healthy 
young adults with no evidence of cardiac irregularities on 
their screening ECGs. The true potential of intravenous 
methylphenidate to cause cardiac arrhythmias can only be 
determined directly by administering it to large and hetero- 
geneous samples. 

Pharmacologic challenge studies with psychostimulants 
may give us valuable information about the biological un- 
derpinnings of distressing and disabling psychiatric disor- 
ders. However, we believe that monitoring for cardiovascu- 
lar effects, as was done in our study and in that of Dr. 
Robinson and colleagues, would be prudent. 


PETER B. LUCAS, M.D. 

DAVID L. GARDNER, M.D. 
OWEN M. WOLKOWITZ, M.D. 
REX W. COWDRY, M.D. 
Sepulveda, Calif. 


Phenelzine Versus Imipramine for Atypical Depression 


Sır: Frederic M. Quitkin, M.D., and associates compared 
phenelzine and imipramine in the treatment of probable 
atypical depression (hyperphagia, hypersomnolence, leaden 
feeling, or sensitivity to rejection) (1). But why did they 
choose a moderately sedative tricyclic like imipramine for 
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comparison? Shouldn’t the monoamine oxidase inhibitor 
(MAOT) have been compared to desipramine or protriptyline 
among the tricyclics, or to the sometimes stimulating (rather 
than just sedative) alprazolam, or to outright stimulants like 
amphetamine? In choosing imipramine, didn’t the authors 
set up a straw man? 

Perhaps the authors will reply that one tricyclic is statisti- 
cally, on the average, as good as another, that they were only 
comparing MAOIs to tricyclics, and that one study cannot 
do everything. But for a study to have an impact on clinical 
practice, it must make comparisons that will convince clini- 
cians. What do ] care if phenelzine is better than imipramine 
in a case in which I wouldn’t use imipramine? 
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KENNETH A. NAKDIMEN, M.D. 
New York, N.Y. 


Dr. Quitkin and Associates Reply 


Sir: Dr. Nakdimen suggests that we created a straw man 
by using a moderately sedative tricyclic like imipramine in 
our comparison with phenelzine. He is correct in suggesting 
that one tricyclic has never been proven to be superior to any 
other in any subgroup of patients (1-3). 

There is no evidence that retarded or agitated depressed 
patients or hypersomnic depressed patients do better with 
more or less sedative tricyclics. Imipramine was chosen be- 
cause it is the standard tricyclic to which other treatments are 
compared, . 

If Dr. Nakdimen’s concern is relevant, patients who had 
hypersomnia as their only symptom, should have done more 
poorly with imipramine than those who did not have that 
symptom. Our data failed to reveal any evidence that there 
was a different outcome for patients who had hypersomnia 
than for those who had other atypical symptoms (hyper- 
phagia, leaden feeling, sensitivity to rejection). 
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FREDERIC M. QUITKIN, M.D. 
PATRICK MCGRATH, M.D. 
JONATHAN W. STEWART, M.D. 
WILMA HARRISON, M.D. 

New York, N.Y. 


PTSD and Carbamazepine 
Sir: In his article “Toward Rational Pharmacotherapy for 


Posttraumatic Stress Disorder [PTSD]: An Interim Report” 
(1), Matthew J. Friedman, M.D., Ph.D., suggested that “‘car- 
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bamazepine might be an effective treatment for PTSD” and 
noted that there had been no studies of the dexamethasone 
suppression test (DST) in PTSD. Subsequent to the date of 
Dr. Friedman’s review of the literature, however, the results 
of studies concerned with each of these two issues have been 
published. 

My colleagues and I (2) studied the response of 10 PTSD 
patients to treatment with carbamazepine in a S-week open 
clinical trial. Seven patients manifested moderate to very 
much improvement on the Clinical Global Impression scale. 
The intrusive or “reexperiencing” symptoms of PTSD (i.e., 
recurrent nightmares, flashbacks, and intrusive recollections) 
were selectively reduced in intensity and frequency by car- 
bamazepine. We suggested that a kindling model or a model 
of a paroxysmal disorder might be applicable to PTSD. 

Kudler et al. (3) administered the DST to 28 combat vet- 
erans with PTSD. The nonsuppression rates for subgroups of 
patients with and without major depressive disorder accord- 
ing to the Research Diagnostic Criteria (RDC) were 50% 
and 6%, respectively, leading the authors to conclude that 
nonsuppression of cortisol is rare in PTSD patients unless 
concomitant major depression is present. 


REFERENCES 


1. Friedman MJ: Toward rational pharmacotherapy for posttrau- 
matic stress disorder: an interim report. Am J Psychiatry 1988; 
145:281-285 

2. Lipper S, Davidson JRT, Grady TA, et al: Preliminary study of 
carbamazepine in post-traumatic stress disorder. Psychosomatics 
1986; 27:849-854 

3. Kudler H, Davidson J, Meador K, et al: The DST and posttrau- 
matic stress disorder. Am J Psychiatry 1987; 144:1068—1071 


STEVEN LIPPER, M.D., PH.D. 
Durham, N.C. 


Dr. Friedman Replies 


Sır: I am delighted to respond to Dr. Lipper’s letter be- 
cause it gives me a chance to cite important biological re- 
search on PTSD that has been published recently. 

There have been two reports on successful open trials of 
carbamazepine. Dr. Lipper and associates’ results (described 
and cited in Dr. Lipper’s letter) are bolstered by the inde- 
pendent observations of Wolf et al. (1), who maintained 
therapeutic carbamazepine blood levels in 10 Vietnam com- 
bat veterans with PTSD. None of these patients exhibited 
symptoms of temporal lobe epilepsy, and all had normal 
EEGs when sleep and when awake. The authors reported 
significant improvement in symptoms, specifically alleviation 
of impulsivity, violent behavior, and angry outbursts. 

Two reports have supported earlier studies suggesting that 
PTSD is associated with relative hypoactivity of the hypo- 
thalamic-pituitary-adrenocortical (HPA) system. As noted in 
Dr. Lipper’s letter, Kudler et al. observed that DST-induced 
nonsuppression of cortisol “is rare in [PTSD] unless there is 
concomitant major depression.” The other report, by Hal- 
breich et al. (2), compared the DST results and basal plasma 
cortisol levels in 14 outpatients with PTSD who also met the 
RDC for major depressive disorder, endogenous subtype, 
with the levels in 73 patients with the same depressive dis- 
order who did not have a previous history of trauma. None 
of the depressed patients with PTSD was a DST nonsuppres- 
sor, compared to 26 of the patients with depression alone. In 
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addition, mean cortisol levels were significantly lower in the 
PTSD group. 

Two studies have reported on adrenergi= receptor binding 
in patients with PTSD. Perry et al. (3) compared a -adren- 
ergic receptor binding in 12 Vietnam veterans with PTSD 
and in 13 age-matched control subjects. They observed fewer 
total platelet a, receptor binding sites in the PTSD group due 
to fewer rauwolscine site 2 binding sites. Lerer et al. (4) 
studied B-adrenergic receptor binding in 12 PTSD patients 
and matched control subjects. In intact lymphocytes and in 
platelet membrane preparations, PTSD patients exhibited 
abnormally low B-adrenergic receptor-mediated cAMP sig- 
nal transduction. 

Finally, Pitman et al. showed that exposing Vietnam vet- 
erans with PTSD to combat scenes from tie movie Platoon 
produced a naloxone-reversible 30% decrease in pain re- 
sponses (R.K. Pitman, S.P. Orr, B. van der Xolk, et al., paper 
presented at the 141st annual meeting of tae American Psy- 
chiatric Association, Montreal, May 7—13, 19&8). The au- 
thors suggested that stress-induced analgesia mey serve as a 
biological marker for PTSD. 

To summarize, newer reports provide acditional evidence 
that PTSD has a unique biological profile. 1) Reduced œ,- 
and ®-adrenergic receptor binding suggests that PTSD is as- 
sociated with higher sympathetic nervovs function. One 
would predict that increased adrenergic synaptic activity 
would down-regulate adrenergic receptors, as shown in these 
studies. 2) Reduced HPA activity, indicated by negative DST 
results and by lower cortisol levels, sugg2sts fundamental 
differences between PTSD and depression despite consider- 
able overlap in symptoms. 3) Successful trials of carbamaze- 
pine are consistent with a kindling model, as proposed in my 
article and by Dr. Lipper’s group. 4) Stress-induced analgesia 
is consistent with van der Kolk’s inescapable skock animal 
model for human PTSD. 

Reviewing literature in a rapidly changing field is frustrat- 
ing because of necessary delays in the puklication process. 
Therefore, I am grateful to Dr. Lipper fcr giving me the 
opportunity to credit him and other authors of recent articles 
on the biology of PTSD. 
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MATTHEW J. FRIEDMAN, M.D., PH.D. 
Hanover, N.H. 

Carbamazepine and Hyponatremia 
Sir: Ramzy Yassa, M.D., and associates (1) reported the 


development of hyponatremia in five of 20 affectively ill pa- 
tients treated with carbamazepine. Three of -heir 20 patients 
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were treated with carbamazepine and lithium and did not 
develop hyponatremia. Eight months earlier in this journal 
(2), we reported the absence of carbamazepine-induced hy- 
ponatremia among patients also given lithium, and we dis- 
cussed the mechanism by which lithium blocks the antidiu- 
retic effects of carbamazepine. Thus, only 17 of the patients 
of Dr. Yassa and associates were at risk of developing car- 
bamazepine-induced hyponatremia, and five of them (29%) 
did so. If 135 megq/liter is considered to be the lower normal 
limit of serum sodium, five of our 17 patients treated with 
carbamazepine alone also developed hyponatremia. We are 
pleased that Dr. Yassa and colleagues were able to replicate 
our work so precisely. 

In patients receiving the combination of carbamazepine 
and lithium, the clinician must be alert to the development of 
ataxia, dizziness, restlessness, and confusion (3). 
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W.V.R. VIEWEG, M.D. 
L.S. GODLESKI, M.D. 
Charlottesville, Va. 


Dr. Yassa Replies 


Sır: I am happy to reply to the comments of Drs. Vieweg 
and Godleski on our paper. We have read their paper, but 
unfortunately our studies crisscrossed. We agree that our 
work seems to replicate theirs and concur with their finding 
that patients concomitantly treated with carbamazepine and 
lithium appear to be protected from developing hyponatre- 
mia. Further studies on this interesting finding should be 
conducted. 


R. YASSA, M.D. 
Verdun, Que., Canada 


Possible Relationship of Bowel Obsessions to Panic 
Disorder With Agoraphobia 


Sir: The recent article by Michael A. Jenike, M.D., and 
associates (1) about four patients with bowel obsessions re- 
sponsive to tricyclic antidepressants was very interesting. Of 
the four patients described, two had histories of panic dis- 
order with agoraphobia. Their family histories were also typ- 
ical of those of patients with panic disorder with agorapho- 
bia, as was their response to treatment with antidepressant 
medications. Dr. Jenike and associates postulated a possible 
relationship between the obsessive symptoms observed in 
their patients and obsessive-compulsive disorder and social 
phobia. 

We are puzzled as to why they apparently did not consider 
the possibility that the disorder of these two patients was 
more closely related to panic disorder with agoraphobia. We 
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have seen a number of patients with panic disorder who had 
prominent concerns about bowel control. We recently re- 
ported our experience with a series of patients with panic 
disorder and irritable bowel syndrome (including two pa- 
tients taking antidepressants) in which both conditions re- 
sponded successfully to treatment with antipanic agents (2). 
The fears and concerns of these patients were very similar to 
those described by Dr. Jenike and his colleagues. Others have 
also noted the possible relationship between gastrointestinal 
symptoms and panic (3). Interestingly, gastrointestinal dis- 
tress has been listed as a panic attack symptom in DSM-III- 
R. In at least some patients we have treated, the only symp- 
toms initially present were gastrointestinal in nature. Rather 
than describing these individuals as suffering from a new 
syndrome, we wonder whether at least two of them repre- 
sented an atypical presentation (i.e, prominent gastrointes- 
tinal symptoms) of panic disorder with a typical response to 
antidepressant treatment. 
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R. BRUCE LYDIARD, M.D., PH.D. 
M.T. LARAIA, R.N., M.S.N. 
MARK FOSSEY, M.D. 

J.C. BALLENGER, M.D. 
Charleston, S.C. 


Drs. Jenike and Baer Reply 


We thank Dr. Lydiard and his colleagues for their com- 
ments on our recent article. We included a discussion of a 
possible relationship of bowel obsessions to social phobia 
because one reviewer of our paper felt that it was necessary. 
It was not our intention to define a new syndrome but, 
rather, to suggest that patients with this particular group of 
symptoms be given a trial of antidepressant medication. 

One could speculate that these patients may have had a 
variant of panic disorder, but two of our four patients had 
never had a panic attack. Also, unlike the patients described 
by Dr. Lydiard and associates, our patients did not have 
irritable bowel syndrome; none of them had diarrhea or con- 
stipation, and none had abdominal pain or discomfort. Their 
core symptom involved an obsessive fear of having a bowel 
movement in public. We feel that these patients’ concerns 
can best be described as obsessions or irrational fears that are 
intrusive and disabling. Some patients also developed sec- 
ondary rituals, such as compulsive anal wiping and compul- 
sive searching for bathrooms. 

We prefer to view these patients as suffering from obses- 
sive-compulsive disorder, with a symptom constellation of 
bowel obsessions that are comparable to washing, checking, 
and primary obsessional slowness in terms of the resultant 
disability. 

After our initial case reports, a national health magazine 
ran a synopsis of the paper, and we have had many phone 
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calls from patients who seem to have these symptoms. This 
symptom picture may not be as rare as we had first thought. 

The most important point remains that many of these pa- 
tients improve markedly with simple pharmacologic trials, 
and academic discourse should not cause us to lose sight of 
this observation. Patients are not concerned with how we 
classify them; they only want to get better. 


MICHAEL A. JENIKE, M.D. 
LEE BAER, PH.D. 
Boston, Mass. 


Goal Displacement in Organizations 


Sir: As a staff member, middle manager, and formal and 
informal student of public psychiatric bureaucracies for 20 
years, I would like to compliment Dr. Luis Marcos on his 
excellent article on the dysfunctional aspects of these kinds 
of organizations (1). I would like to add, however, that he 
did not carry some of his arguments far enough. Dr. Marcos 
spoke of the problem of goal displacement in organizations, 
which was first conceptualized by Merton (2). His use of the 
term in the article is not quite the standard usage, however. 
The original concept of goal displacement, in which there is 
an ostensible means-ends inversion in the organization, has 
come under question by some writers in the fields of sociol- 
ogy and public policy (3, 4). Merton originally spoke about 
a situation in which the procedures and technology used to 
accomplish the objectives of the organization become ends in 
their own right. 

The study of organizations requires us to differentiate be- 
tween an orgariization’s official and operative goals. Organ- 
izations are structured in such a way that there is often a 
considerable difference between what the organization says it 
wants to accomplish and what it is actually striving to ac- 
complish. In essence, the displacement is only from the official 
goals of the organization and not from the operative goals. It 
may be that what Dr. Marcos referred to as “unspoken” goals 
are simply the operative goals of the organization. 

The central issue that Dr. Marcos addressed involves the 
importance of bringing the official and unofficial goals into 
closer coordination. I believe that this is of crucial impor- 
tance at a time when the public psychiatric system is being 
expected to help remedy massive problems of social disloca- 
tion that it was not originally designed to remedy. 
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SAUL D. RAW, M.S.W. 
Brooklyn, N.Y. 
Dr. Marcos Replies 


Sır: Mr. Raw raises the important issue of bringing the 
official and unofficial goals of public psychiatric organiza- 
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tions together in order to minimize dysfunctions associated 
with goal displacement. In my article I used the term “‘un- 
spoken goals” to describe unofficial organizatior.al goals that 
are generally neither openly expressed nor acknowledged by 
the organization’s leadership. 

The official goal of most public psychiatric bureaucracies 
is the provision of cost-effective, quality mental health serv- 
ices to individuals in need, regardless of their ability to pay. 
A dysfunction occurs when this mission is silently superseded 
by other sociopolitical, economic, or academic goals. The 
result is the displacement of manpower, public funds, and 
valuable professional skills for the pursuit of other, non- 
patient-oriented goals and the misuse of limited public men- 
tal health resources. 


LUIS R. MARCOS, M.D., M.SC.D. 
New York, N.Y. 


Competency Determinations 


Sir: The article by Joseph D. Bloom, M.D., and Larry R. 
Faulkner, M.D. (1) on competency determinations in civil 
commitment represents a significant advance in our under- 
standing of the commitment process. It is one of those rare 
papers that illuminates a whole area of intellectual murk. 
Psychiatrists who testify in competency hearings have often 
been troubled by the sense that the patients do not really 
understand what is happening and that there is something 
vaguely wrong with going ahead with the procedure. 

The authors’ suggestion that a patient may be incompetent 
to participate in the commitment hearing clarifies the prob- 
lem. They suggested a competency hearing as the first step in 
the solution. This suggestion is sound. The authors then sug- 
gested that if the patient is incompetent, the judge should 
hospitalize the patient involuntarily. This suggestion is more 
dubious. It is contrary to evolving case law cn informed 
consent and the right to refuse treatment. This procedure 
would permit involuntary hospitalization of patients who are 
incompetent but not necessarily committable under current 
commitment statutes. 

Other procedures are possible and are consistent with re- 
cent case law. For example, the judge could appoint a guard- 
ian for the incompetent patient. The commitment hearing 
would then recess for perhaps a week. The patient would 
remain in the hospital while the guardian investigated the 
facts and prepared the patient’s case. The guardian would 
then testify whether he or she thought the patient met current 
legal standards for involuntary hospitalization. 
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JAMES C. BECK, M.D., PH.D. 
Camoridge, Mass. 


Drs. Bloom and Faulkner Reply 


Sir: Dr. Beck compliments us for calling attention to the 
problem of bringing incompetent mentally ill individuals to 
trial in civil commitment court. He agrees with our formu- 
lation of the issue but is concerned about our suggestion of 
sending these same individuals to the hospital foz treatment. 
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He feels that we would set up a system in which “incom- 
petent but not necessarily committable” people might be 
hospitalized. This goes to the heart of our argument. Simply 
stated, we believe that people who are incompetent to be in 
a courtroom should not be there. They should not be tried in 
an adversary atmosphere, and they should not be allowed to 
tell their attorneys what outcome they would like to achieve. 

If they cannot be tried for the purposes of civil commit- 
ment because they are incompetent to stand trial, they are 
still mentally ill and deserve to be considered for treatment, 
whether on an inpatient or an outpatient basis; hence our 
suggestion that they receive treatment. Refusal of treatment 
should not be a problem, since these patients who are in- 
competent to stand trial should also be incompetent to make 
decisions about treatment. 

We cannot see how setting up a guardian as a decision 
maker regarding commitability really solves the problem. All 
that is gained is the guardian’s thoughts; the judge still has to 
make the final decision, which he or she could have made in 
the first place. 

If our suggestion has any merit, it is the questioning of our 
slavish adherence to the civil commitment hearing as the 
cornerstone for guaranteeing the rights of mentally ill people. 
It would be better te recognize the limitations of trials for 
incompetent people and get to the business at hand: making 
our hospitals good enough so that a short period of invol- 
untary treatment before a commitment hearing would be 
viewed positively by most of society. 


JOSEPH D. BLOOM, M.D. 
LARRY R. FAULKNER, M.D. 
Portland, Ore. 


More on Philosophical Issues in Psychiatry 


Sir: The article by Edwin R. Wallace IV, M.D., with the 
provocative title “What Is ‘Truth’? Some Philosophical Con- 
tributions to Psychiatric Issues” (1) drew our attention to the 
“poor” relations between psychiatry and philosophy. His 
attempt to improve them is worthy of praise! 

I am sorry, however, that the names of those who have 
made similar attempts, who. have done much important 
work on both sides of the great divide, and who have often 
been either ignored or forgotten are not mentioned. No 
doubt the most important among them is Karl Jaspers, 
whose General Psychopathology (2) was first published in 
1913 (the seventh edition was published in 1959 and the 
English translation in 1963) and whose last philosophical 
work was About Truth (3). I am sorry that these two gen- 
tlemen—Jaspers going from psychiatry to truth and Wallace 
from truth to psychiatry, as if they were passing each other 
on a divided highway—may have “missed” each other! 

The next difficulty is with the term “the analytical philos- 
ophy of psychiatry.” Is Dr. Wallace’s goal to lay the foun- 
dation for a new discipline? Was he perhaps referring to the 
“analytical school of philosophy” in its possible application 
to medicine? In his reference list, though, we do not find the 
name of a single one who belongs to this school of thought, 
which is at least as Viennese as psychoanalysis. Wittgen- 
stein’s posthumously published Remarks on the Philosophy 
of Psychology (4) could offer many important insights. One 
of Wittgenstein’s pupils, M.O’C. Drury, who eventually be- 
came a psychiatrist, published his own studies in The Danger 
of Words (5). This small book deals with topics Dr. Wallace 
discussed with similar skill. 
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Dr. Wallace sounds like a psychoanalyst, and to invoke 
Occam’s razor was not only original but courageous. I hope 
that everyone remembers that this doctor invincibilis set the 
limits beyond which all of us, but the analysts in particular, 
often trespass. Occam’s razor has, happily, lost much of its 
sharpness. If this had not happened, many psychiatrists and 
psychoanalysts could have bled to death by now (perhaps 
some have!), 
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DIMITRIJE PIVNICKI, M.D. 
Montreal, Que., Canada 


Sir: As a religious counselor and as an avid reader of the 
Journal, I was very encouraged to see the article “What Is 
‘Truth’?” dealing with the presuppositional, philosophical 
issues of treating the mentally afflicted. It is not that I find 
your usual empirical fare boring, but just that it is highly 
one-sided in its presuppositional base. After all, the usual 
article presumes man’s anthropology to be biochemical and 
genetic, presumes the etiology of dysfunction to be likewise, 
and thus presumes man’s salvation to be in pharmaceutical 
interventions. There is, understandably, a historic back- 
ground to such one-sidedness. After all, the nineteenth cen- 
tury supposedly spelled a death note for the existence of God 
with the develepment of higher critical theories in theology, 
and the twentieth century has spelled a death note for man as 
a “higher being,” one who transcends the merely material, 
with the flourishing of technological, materialistic science. 

We are, as the astronomer Carl Sagan likes to remind us, 
“merely collections of molecules” (1), but such strange mo- 
lecular collections we are! For when was the last time you 
saw a seriously depressed oak tree, or ran into a schizo- 
phrenic squirrel, or spotted through a telescope a sociopathic 
star? Could it be that what Dr. Wallace’s article pointed us to 
is the reality that there is more to man than mere molecules, 
more to mind than mere brain tissue, and more to psychiatry 
than mere medications? I acknowledge myself to be a reli- 
gious counselor, thus making clear my philosophic stance in 
at least incipient form. But what Dr. Wallace’s article does is 
help us to realize that behind each psychiatrist stands a philo- 
sophical—dare I say religious?——system, perhaps ignored or 
not even conscicusly acknowledged by the practitioner, but 
one that must have practical, everyday implications. Kuhn 
has shown us that science, including psychiatry, is never neu- 
tral (2). It is value laden, and values are embedded in a 
philosophical or religious base. Psychiatry is thus a highly 
religious endeavor, even if that religion is biological deter- 
minism. Psychiazry a religious endeavor? Could it be other- 
wise for those involved in the healing of human souls—oops, 
I mean human molecules? For those of us who affirm the 
validity of both souls and nolecues Dr. Wallace’s article 
was very welcome. 
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WILLIAM E. WOOD, M.DIV., D.MIN. 
Abington, Pa. 


Dr. Wallace Replies 


Sir: I appreciate the discussions of “What Is ‘Truth’?” by 
Drs. Pivnicki and Wood. Dr. Pivnicki is quite right that the 
philosophy of psychiatry is no utterly barren domain. Cer- 
tainly, noted psychiatrists from Sigmund Freud and Adolf 
Meyer onward have labored in philosophical vineyards. Un- 
fortunately, space did not permit my essay’s acknowledg- 
ment of the many philosophically cognizant psychiatrists. 
However, I still maintain that, relatively speaking, there has 
been and continues to be a paucity of psychiatric attention to 
these matters and that, as I said in the article, the bulk of 
recent decades’ work has been on the mind-body problem 
and psychoanalytic issues. In any event, it was refreshing to 
learn (what I did not know at the time | wrote my article) 
that this year’s meeting of the Canadian Psychiatric Associ- 
ation would deal with “Philosophy and Psychiatry.” 

As to the “analytical philosophy” of psychiatry, I mean 
something much broader than the logical positivism of 
Vienna (which Wittgenstein himself eventually abandoned), 
a school which I view in many respects as mistaken—partic- 
ularly in their assertion that a host of “unempirical” and 
“untestable” (by their understanding of the terms) proposi- 
tions are at the same time literally “meaningless” (i.e, in- 
comprehensible nonsense). Their criticism would ultimately 
apply to a good deal of what has ever been murmured by the 
human race, including much that has been traditionally con- 
sidered philosophy, ethics, values, Weltanschauung, and 
even science. If logical positivists can grasp such statements 
sufficiently to eschew them, then surely they, at least, must 
understand them! 

By “analytical philosophy” I intend something much 
broader than logical positivism—to wit, the logical and evi- 
dential analysis of psychiatric theory and practice, as op- 
posed to examinations of psychiatry’s more purely meta- 
physical, moral, and social philosophical dimensions. Such 
usage is quite common in philosophical circles. 

Dr. Wood, as a pastoral counselor, represents a centuries- 
old tradition in the Catholic and Protestant churches (from 
the confessional through “the cure of souls” to the modern- 
day hospital chaplaincy, pastoral counseling, and pastoral 
psychology movements). It is insufficiently known that Freud 
referred to the psychoanalyst as a “secular pastoral worker” 
(Seelesorge) (1). I have evaluated this movement, pro and 
con, in a number of places (for the most recent, see reference 
2). 
I concur with Dr. Wood’s chastisement of molecular bio- 
logical reductionism and the all-too-common psychiatric in- 
difference to the broadly “spiritual’’-valuational sphere of 
human existence. As to the former, this approach is even 
inadequate biologicall;—for it insufficiently addresses its 
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phenomena at the level of complex interneuronal circuitries, 
brain localization, the whole brain, whole-body endocrino- 
logical and other organ-systemic input to brain, and evolu- 
tionary, ethological, and ecological perspectives—without 
beginning to grasp the breathtakingly complicazed relations 
between the neurobiological and the sentient-symbolic di- 
mensions of humanity (3). 

Here, however, I do not argue, as Dr. Wood seems to, for 
a mind (or “soul”)-brain/body dualism. My own preference 
is for what I call a “monistic dual aspect interactionism” (3). 
That a human organism in an environment car. think, will, 
and feel is indeed mysterious, but to me it is less so than the 
idea that there is some empirically untestable and allegedly 
immaterial and immortal “soul” which does so. 

Nevertheless, Dr. Wood is correct that psychiatry usually 
ignores the cosmological, valuational, and moral dimensions 
of its patients’ lives, which are, after all, as much human 
phenomena as are vegetative signs, metabolite levels, and the 
phenomenology of melancholia. Whatever the individual cli- 
nician’s stance on the existence of God (which is, logically 
speaking, an axiom of religion and not an empirically test- 
able proposition, toward which the scientist qua scientist 
must remain agnostic), broadly religious issues enter into 
both the psychopathology and the health of many patients. 
They represent individual psychological meaning and moti- 
vation as well as sociocultural determinants and hence provide 
potentially valuable clinical information. Religion may play vi- 
tal roles, for better and worse, in the individucl’s efforts at 
biopsychosocial “adaptation” (a complex concept hardly 
equivalent to sheer organic survival or vulgar ‘‘adjustment”). 

Finally, as Dr. Wood says, psychiatry denies the cosmo- 
logical and moral dimensions of its theories and practices. 
Thereby it robs itself of the opportunity to reflect upon its 
hidden commitments and extrapsychiatric determinants and 
therefore, ultimately, to exercise informed choice with re- 
spect to them. At its most un-self-critical and arrogantly cer- 
tain, psychiatry can itself approximate, as Wood points out, 
a quasi religion; it can, moreover, become unwittingly sub- 
servient simultaneously to self-aggrandizement and to social 
philosophical, political, and economic forces. Might not the 
frequent but overstated antipathy of psychiatry to religion be 
in part a function of “projective identification,” i.e., of the 
disparagement in religion and religionists of what psychiatry 
cannot accept in itself? 

Again, I thank both writers for their information, their inci- 
sive comments, and the opportunity to further elaborate on key 
philosophical themes in psychiatry. No discipline can become 
properly scientific unless it has first become philosophical. 
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Official Actions 





The following are edited versions of the reports by the APA Secretary, Treasurer, Medical Director, Speaker, and Speaker-Elect 
and the chairpersons of the APA Committee on Membership and Committee of Tellers given at the annual business meeting 
in Montreal on May 9, 1988. No report was given on the Committee on Constitution and By-Laws. The annual report of the 
American Board of Psychiatry and Neurology, Inc., appeared in the August 1988 issue of the Journal. 


Report of the Secretary: 
Summary of Actions of the Board of Trustees, 
May 1987—May 1988 


It is my personal and Constitutional privilege as Secretary to re- 
port to the membership the actions taken by the Board over the past 
year. The summary of actions is arranged in alphabetical order ac- 
cording to topic. The aczions reported do not include a number of 
issues referred to appropriate components for further study and rec- 
cmmendation. As prescribed by our Constitution, especially impor- 
tant issues will be discussed and clarified at our annual meeting and 
a full report published in the American Journal of Psychiatry. 

As of Jan. 1, 1988, the membership was 34,3(6, a net gain of 
1,013 members during 1987. Members-in-Training and Medical 
Student Members constitute 17.4% of the total membership. In- 
volvement of residents in the activities and compcnents of the As- 
sociation has increased. Members-in-Training have held nonvoting 
positions on the Board through representatives from the Committee 
cf Residents and the resident fellowship programs. Beginning this 
May, the Board will have a voting Member-in-Training Trustee and 
a nonvoting Member-in-Training Trustee-Elect. Last year, the As- 
sembly membership was increased to include a Member-in-Training 
representative and deputv representative from each of the seven Area 
councils, To increase the involvement of younger members, a com- 
ponent on young psychiztrists (those who have completed their res- 
idencies and are under 4D years of age) is being created in conjunc- 
tion with the Section Council on Psychiatry of the American Medical 
Association (AMA); in eddition, APA will have a delegate and al- 
ternate delegate in the AMA Young Physicians Section. 

With respect to member benefits, one of the great successes has 
been the legal consultaticn plan offered by the Committee on Special 
Benefits. In addition, the committee continues to offer seminars to 
members on topics such as tax reduction, office automation, and 
legal consultation. In December 1987 the APA Committee on Mem- 
ter Life, Accident, and Health Insurance reported that the APA 
member major medical plan had had claims in excess of the premi- 
ums received. In December the Board approved Centennial Life In- 
surance Company as the new carrier for the APA life, accident, and 
health insurance program with Professional Risk Management Serv- 
ices, Inc. (PRMS) as administrator of the program and, on the basis 
cf actuarial reviews, approved an increase in the major medical 
insurance premium. To kelp offset the increase in premiums, a num- 
ber of upgrades to the program and quarterly billings were provided. 
APA continues to explore more advantageous programs for the ap- 
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proximately 2,000 members who are insured by its major medical 
plan. 

Over the past decade a number of satellite corporations have been 
established to handle some of the business affairs of the Association. 
In 1986 two such corporations were established to handle APA’s 
professional liability insurance for members and the necessary pro- 
fessional risk management. The APA professional liability insurance 
program currently kas over 11,000 members. In September 1987 the 
Board established its own professional liability committee to act as 
the Board’s liaison with the insurance company for the APA pro- 
gram and created an APA ombudsman position to answer members’ 
inquiries and concerns. 

The Diagnostic and Statistical Manual of Mental Disorders, 3rd 
ed., revised (DSM-III-R), was published in May 1987. In December, 
as recommended by the Assembly, the Board approved a process for 
making major revisions to DSM-III-R and began to develop a time- 
table by which DSM-IV could be developed in concert with the 
development of the International Classification of Diseases, 10th ed. 
(ICD-10). The Board established the Task Force on DSM-IV within 
the Council on Research, stipulating that the technical work groups 
will report to the task force. In January 1988 the officers further 
discussed the development process, including means of oversight 
within APA, inteznal relationships among APA components, and 
mechanisms for involving people and organizations outside APA. 
The primary expressed goal was to develop an excellent product 
with scientific justification to enhance its credibility and acceptance 
and to address bath research and practice applications. 

Legislative, legal, and cost reduction activities continue to have a 
significant impact on the way we practice and where we practice. It 
is important for us co enunciate formal policies on some issues; it is 
equally important for our relevant members and staff to have nego- 
tiating flexibility to work toward these goals. We need to work 
together at both the local and national levels for the benefit of our 
field, our patients, and our Association. While APA has been increas- 
ingly proactive in many arenas, we most frequently do not have the 
luxury of choosing where issues will be raised. The Commission on 
Judicial Action, in concert with the district branches, identifies na- 
tional court cases ard local cases with potential national implication. 
National funds assist the district branches as appropriate in filing 
amicus briefs at the local level. District branches or Areas may be- 
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come involved as participants in suits, incurring heavy costs. A re- 
serve fund is being developed to assist as appropriate. 

The Joint Commission on Government Relations and the Division 
of Government Relations sponsor on a biennial basis a state or 
federal legislative institute. In February 1988 a successful State Leg- 
islative Seminar was held in Miami Beach, Fla.; representatives from 
a majority of district branches attended. The topics included the duty 
to warn, the acquired immune deficiency syndrome (AIDS), man- 
dated mental health insurance, and medical management. The par- 
ticipants gained practical experience by preparing testimony on pre- 
scribing privileges for nonphysicians and presenting it to a panel of 
state legislators. The speakers represented a wide range of view- 
points and aspects of the health care system. Included on the pro- 
gram were seven state legislators, a commissioner of health, the 
chairman of the Republican National Committee, and U.S. Senate 
and House of Representatives committee staff. The expanded sup- 
port of the Division of Government Relations and Joint Commission 
on Government Relations in state legislative activities was recog- 
nized by the American Society of Association Executives with an 
Award of Excellence. These activities have provided updated infor- 
mation on issues relevant to the district branches. 

For the first time in 22 years, despite major cutbacks in the federal 
budget, APA achieved an increase in the Medicare benefit level for 
patients with mental disorders. This increase more than quadrupled 
the benefits for psychotherapy and included a nondiscriminatory 
medical management benefit. Increased funding for the Alcohol and 
Drug Abuse Mental Health Administration was also provided. It is 
evident that there is growing Congressional recognition of the prog- 
ress researchers and clinicians have made in the science of under- 
standing and treating mental illnesses. As Congress convened, we 
witnessed the immediate introduction of a-Senate resolution pro- 
claiming Mental Illness Awareness Week and acknowledgment on 
the Senate floor that the resolution was “inspired by groups such as 
the American Psychiatric Association, whose members conduct re- 
search for the treatment of mental illness and treat those suffering 
from the disease” and that “the education and information dissem- 
inated through the week of its observance will help people under- 
stand that they do not have to suffer from debilitating anxiety, panic, 
phobias, depression, or schizophrenia.” 

The Medical Community interactive Workshops on depression, 
sponsored by the Joint Commission on Public Affairs and Division of 
Public Affairs, have proven to be an effective means of reaching 
primary care physicians with a positive message about psychiatry. 
The workshops, with educational funding from Boots Pharmaceu- 
ticals, are the second component of the Physician Awareness Cam- 
paign to be implemented. The first was the distribution of a planning 
calendar, “Twelve Commandments of Etiquette for Psychiatrists”; 
the calendar was developed by the Division of Public Affairs and 
supported by the Upjohn Company. For the remainder of 1988 and 
into 1989, there will be an expansion of physician, media, member, 
and public information activities under the campaign theme of 
“Let’s Talk About Mental Illness.” Aimed at supporting the 1988— 
1989 Presidential focus on eliminating stigma, it will serve as the 
theme for Mental Illness Awareness Week for the next 3 years and 
will underpin the 5-year planning for public affairs activities. The 
theme also will be reflected in other activities, such as continued 
development of the fact sheet series about mental illnesses; develop- 
ment of “issue packets” of information on specific illnesses and 
problems, such as insurance coverage, for distribution to news media 
and opinion makers; a periodic newsletter on mental illness topics 
for producers and writers for the entertainment media; an expanded 
speakers bureau; and other targeted audience activities at the local 
district branch level. 

APA is conducting a broad spectrum of activities related to AIDS 
and human immunodeficiency virus (HIV) infection. APA compo- 
nents charged with specific focus on issues and activities related to 
this catastrophic disease are the Ad Hoc Committee on AIDS Policy, 
the Committee on the Psychiatric Aspects of AIDS within the Coun- 
cil on National Affairs, and the Steering Committee for the AIDS 
Educational Project, which is supported by a grant from the Na- 
tional Institute on Mental Health. The Council on Psychiatry and the 
Law and its Committee on Confidentiality are participating with the 
Ad Hoc Committee on AIDS Policy in the development of policies 
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and guidelines relative to AIDS and HIV infection. In December 
1987 the Board approved a policy regarding conidentiality and dis- 
closure and approved guidelines for inpatient pschiatcic units. The 
ad hoc committee is presenting additional policies and guidelines for 
discussion by the Assembly, Area councils, district branches, and the 
Board. Regarding AIDS-related activities, APA hes formed networks 
with other organizations, including the AMA and the American 
Hospital Association. 

In June 1987 the Ad Hoc Committee on Subspecialization issued 
its first report, which will serve as an educational resource docu- 
ment. The American Board of Psychiatry and Neurology (ABPN) 
had requested APA to comment on “whether or rot to pursue added 
qualifications in geriatric psychiatry.” In Novemter 1987 the ad hoc 
committee sponsored a forum for district branch presidents-elect 
and Assembly representatives addressing the general issue of sub- 
specialization and the specific question of added qualifications in 
geriatric psychiatry. In December, as recommended by the ad hoc 
committee and the Assembly, the Board voted to advise the ABPN 
that APA favors added qualifications in geriatric psychiatry and to 
ask the ABPN to establish the most liberal eligikility and examina- 
tion requirements for Board certified psychiatrists whe wish to ob- 
tain the added qualifications in geriatric psychsatry but have not 
participated in formal geriatric psychiatry programs. The ABPN is 
now requesting its parent organization, the American Board of Med- 
ical Specialties, to move forward on this matter. The process will 
require more than a year to produce the first examination. We are 
continuing to study the broader issues surrounding subspecializa- 
tion, including the development of criteria for approving subspecial- 
ization, added qualifications, and special qualifications. 

An ad hoc committee of the Board has been involved in a careful 
study of APA’s many and varied liaisor. activit-es, including their 
costs and benefits to APA. Mechanisms for improved coordination 
have been implemented at the staff level and ir concert with our 
representatives. The ad hoc committee is exploring AFA’s relation- 
ships with allied psychiatric organizations and considering mecha- 
nisms to determine their interest in closer ties with APA. Several 
models have emerged to enhance the participation of these related 
organizations, including the possibility of some voice within the 
Assembly or establishment of a federation within APA, convening 
small conferences, and enhancing ties with councils and compo- 
nents; other models may emerge. Many of our members belong to 
related psychiatric organizations, and it is hoped that they will main- 
tain a primary interest in and loyalty to APA. The Assembly Com- 
mittee on Planning is developing a survey of district branch presi- 
dents to determine how district branches relate to members and 
groups with special interests at the local level amd to elicit sugges- ` 
tions regarding national level relationships with alied o-ganizations. 

We were delighted to have Dr. Anatoly Koryagin wich us on sev- 
eral occasions since his release from Soviez prison in early 1987. One 
month after he immigrated to Switzerland, he spoke at the 1987 
APA annual meeting, and in December he addressed the Board of 
Trustees. He has agreed to be an International Scholar and the Con- 
vocation speaker at the 1988 APA annuel meeting, During the De- 
cember 1987 Reagan/Gorbachev summit and in follow-up meetings 
in March 1988, discussions were held with Soviet Foreign Ministry 
officials at the U.S. State Department regarding scientific exchange 
with the Soviet Union and potential visits to pat.ents and hospitals 
within the U.S.S.R. Two important international meetings are 
planned for 1988: the first is a joint meet:ng with the Chinese Med- 
ical Association scheduled for August 14-18 im Beijing, and the 
second is a World Psychiatric Association Regional Symposium to be 
held October 13—16 in Washington, D.C. 

As a participatory democracy, the Association is responsive to the 
needs and suggestions of individual members and encourages use of 
its governance system for debate and resolution of important issues. 
The joint Reference Committee provides a forum for many issues to 
be discussed by three representatives from the Assembly, three rep- 
resentatives from the Board, and the Medical Director, who are 
voting members, and by the nonvoting chairperscns of councils and 
commissions, who offer their particular expertise. The Assembly 
Executive Committee has assumed a more delibe-ative role and has 
become increasingly effective in clarifying and expediting the recom- 
mendations of the Assembly. Every member of APA is welcome to 
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attend any APA component meeting except meetings of the Ethics 
Committee and Ethics Appeals Board and executive sessions of com- 
ponents. Your strong support is deeply appreciated; your recom- 
mendations for consideration by the Board or other component are 
most welcome. 

In 1987—1988 the Board took the following actions. 


ABPN 


1. Approved the follcwing slate of candidates, nominated by APA 
to be forwarded to the ABPN: Jerry Wiener, M.D., Lenore Terr, 
M.D., Elissa Benedek, M.D. (June ’87). 

2. Ratified the Executive Action to approve the nomination of 
Drs. Mina Dulcan, Kenneth Robson, and John Looney to the ABPN 
Committee on Certification in Child and Adolescent Psychiatry 
(March ’88). 

3. Referred the issue of reinstituting publication of the names of 
successful ABPN candidazes to the editors of Psychiatric News and 
the American Journal of Psychiatry for their consideration and rec- 
ommendation (Dec. °87). 


Advocacy Project 


1. Approved in principle the concept of a competing advocacy 
program at the district branch level and the development of a process 
to evaluate and review proposals and allocate funds, authorized the 
President and Speaker to appoint a joint Board/Assembly compo- 
nent to develop this mechanism and monitor the advocacy program, 
and allocated $30,000 to support the pilot project (Dec. °87). 

2. Clarified the Board’s December 1987 action regarding the pilot 
advocacy project, i.e., authorized the joint Assembly/Board compo- 
nent established to discuss the advocacy project to implement the 
pilot projects and disburse the $30,000 for the projects with the 
understanding that the component would keep the Board informed 
of all its actions (March °88). 


Aging 


1. Approved for publication the Task Force on Alzheimer’s Dis- 
ease fact sheets for consumers (distribution as fact sheet series by the 
Division of Public Affairs) and policy makers (distribution by the 
Division of Government Relations) and approved allocation of 
$1,000 from the joint Reterence Committee 1987 contingency fund 
to support publication of the brochure for policy makers (Dec. 787). 

2. Approved publication of Psychiatric Medicines for the Elderly: 
A Consumer’s Guide (March ’88). 


AIDS 


1. Authorized APA to work with the AMA in responding to a 
request for proposals by the Centers for Disease Control to obtain a 
grant for facilitating the involvement of physicians in educational 
efforts on AIDS at the community level (June ’87). 

2. Requested the President and/or the Medical Director to com- 
municate APA’s concern over home testing for HIV to the Surgeon 
General of the United States and referred the issue of home test kits 
for the AIDS antibody to the AMA Section Council on Psychiatry 
(March °88). 

3. Endorsed collaboration between APA and the American Hos- 
pital Association to explore the implications of AIDS and to stimu- 
late policy development (Dec. ’87). ` 

4. Adopted a policy on confidentiality and disclosure in AIDS 
cases and AIDS guidelines for inpatient psychiatric units (Dec. °87); 
both were published in the April 1988 issue of the Journal. 


American Journal of Psychiatry 
1. Reappointed Dr. Lewis L. Judd to his second 4-year term and 
appointed Drs. Hagop S. Akiskal and Richard J, Wyatt for 4-year 


terms as Associate Editors of the American Journal of Psychiatry 
(March *88). 
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American Medical Association 


1. Approved APA cosponsorship of the National Congress on 
Adolescent Health, to be held May 12-14, 1988, in Chicago; di- 
rected staff to work with the AMA to assist in the promotion of the 
congress; and allocated funds to support the congress (Dec. °87). 

2. Approved revisions to the Operations Manual of the Board of 
Trustees as recommended by the AMA Section Council on Psychi- 
atry (June ’87). 

3. Authorized the President to appoint an APA delegate and APA 
alternate delegate to the AMA Young Physicians Section with the 
stipulations that these individuals would work with the AMA Sec- 
tion Council on Psychiatry in consultation with APA components 
and the Assembly zo develop a proposal for an appropriate mecha- 
nism to address the needs and interests of young physicians within 
APA and that the AMA Section Council on Psychiatry would present 
this proposal to the joint Reference Committee in the near future 
(March ’88). 


Annual Meeting 


1. Authorized payment of up to $2,000 in honoraria to each of 
the five speakers invited to APA annual meetings and requested that 
the budget of the Scientific Program Committee reflect the increase 
(June ’87). 

2. Approved APA cosponsorship with the Pacific Rim College of 
Psychiatrists of a 1-day international conference on Asian and Asian- 
American mental health to be held during the 1989 APA annual 
meeting in San Francisco and authorized the Committee of Asian- 
American Psychiatrists to seek outside funding for the conference 
(Dec. 87). 

3. Authorized the Committee of Asian-American Psychiatrists to 
seek $5,000 in outside funding for a reception for Asian-American 
psychiatrists at the 1988 APA annual meeting (June ’87). 

4. Established an official day care program at APA annual meet- 
ings, beginning in 1988 in Montreal, and authorized supporting the 
costs of the program in excess of fees (Dec. ’87). 

S. Requested staff to take into account Mother’s Day when sur- 
veying sites and determining dates for future APA annual meetings 
(June °87). 

6. Authorized the Committee of Hispanic Psychiatrists to seek 
outside funding for a reception for Hispanic psychiatrists at the 1988 
APA annual meeting (Dec. ’87). 

7. Approved continuing indefinitely the policy of no smoking 
during scientific sessions at APA annual meetings (June ’87), : 

8. Continued the policy of holding the opening session of the APA 
annual meeting on Sunday evening and ending scientific sessions on 
Thursday (June 87). 

9. Approved San Francisco as the site for the 1993 annual meet- 
ing, pending the ability of the Office of Meetings Management to 
secure the first option for Moscone Center, Marriott Hotel, and the 
San Francisco Hilton; authorized the Office of Meetings Manage- 
ment to enter into the contracts necessary to secure the commit- 
ments; and instructed the Office of Meetings Management to inves- 
tigate the possibility of holding a more dispersed meeting in San 
Francisco in the event that the major sites cannot be secured on a 
first option basis for 1993 (May °87). 


APPI 


1. Reappointed Dr. William Sorum and appointed Dr. Paul J. 
Fink to 4-year terms on the Board of Directors of the American 
Psychiatric Press, Inc. (APPI) and voted to thank Dr. E. James Lie- 
berman for his service on the APPI Board of Directors (May ’87). 

2. Approved the following cautionary statement to be placed in 
Prospective Payment and Psychiatric Care and to be used as a model 
for future publication of nonpolicy materials: “This document re- 
flects individual authors’ points of view and is not official American 
Psychiatric Association policy” (March ’88). 
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Asian-American Psychiatrists 


1. Authorized the Committee of Asian-American Psychiatrists to 
seek $15,000 in outside funding for an update of the Directory of 
Asian-American Psychiatrists (June ’87). 


Awards 


1. Ratified the recommendations for recipients of the 1988 APA 
Distinguished Service Award, namely, Dr. Ewald W. Busse and Dr. 
Raymond W. Waggoner, Sr., for the individual awards and the Na- 
tional Alliance for the Mentally Ill for the institutional award (Sept. 
87). 

2. Established the Asian-American Award and authorized the 
Committee of Asian-American Psychiatrists to seek outside funding 
to support the award and related costs (an optional annual meeting 
lecture may be established by the Scientific Program Committee in 
consultation with the award board) (Dec. 87). 

3. Authorized the Committee on Grants and Awards to suggest to 
Dr, Max Hayman modifications in the proposal to receive funds for 
establishing the Elise M. Hayman Award for the Study of Psychiatric 
(Including Psychoanalytic) Aspects of the Holocaust and Genocide 
in honor of his late wife (Dec. ’87). 

4, Authorized the Manfred S. Guttmacher Award Board to seek 
outside funding to maintain the award in accordance with estab- 
lished procedures and in conjunction with the Medical Director’s 
office (March 88). 

5. Established the Kempf Fund Award for Research Development 
in Psychobiological Psychiatry, which will include an honorarium 
for a senior researcher in the field of schizophrenia, a grant to sup- 
port the training of a young researcher, and administrative costs (cf. 
“Fiscal Issues” item 5 for stock transactions related to the Kempf 
award) (Dec. ’87). 

6. Established the Award for Patient Advocacy (June ’87). 

7. Approved presentation of a plaque in addition to the existing 
honorarium to each recipient of the Simon Bolivar Award (Dec. ’87). 


Children 


1. Authorized the Council on Children, Adolescents, and Their 
Families to seek outside funding from Health Care International for 
reproduction of the booklet Child Custody Consultation (Dec. ’87). 


Chronically Mentally Ill 


1. Authorized APA cosponsorship of the National Conference on 
the Young Adult Chronically Mentally Ill, which was organized by 
the Information Exchange, the National Institute of Mental Health 
(NIMH), and the Department of Psychiatry at the University of 
Maryland (Sept. 87). 


Components 


1. Established the following components: Board of Trustees com- 
ponents—Ad Hoc Committee on AIDS Policy (June ’87), Ad Hoc 
Committee of the Board and Assembly to Discuss the Issue of Com- 
pensating Members (June *87), Professional Liability Insurance 
` Committee (Sept. ’87), Ad Hoc Committee on Guidelines for Exec- 
utive Sessions of the Board (March ’88), Ad Hoc Committee to 
Study Officers’ Meetings and Other Board Retreats (March ’88); 
Council on Aging—Task Force on Education and Training in Geri- 
atric Psychiatry (Dec. 87), Task Force on the White House Confer- 
ence on Aging (Dec. ’87), Task Force on Geriatric Psychiatry and 
Public Sector Mental Health Systems (March ’88); Council on Chil- 
dren, Adolescents, and Their Families—Committee on Juvenile Jus- 
tice Issues (June ’87), Task Force on Psychiatric Aspects of New 
Reproductive Technologies (March ’88); Council on Medical Edu- 
cation and Career Development—Task Force on Post-Residency Fel- 
lowships (Dec. ’87); Council on National Affairs—Committee on 
the Psychiatric Aspects of AIDS (June ’87); Council on Psychiatric 
Services—Task Force on Clinician Safety (Dec. ’87), Task Force on 
Psychiatric Services to Adult Mentally Retarded and Developmen- 


tally Disabled Persons (Dec. *87), Committee on Veterans Adminis- ' 
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tration Affairs (March °88); Council on Psychiatry and the Law— 
Task Force on Disclosure of Psychiatric Treatmert Records in Child 
Custody Disputes (Dec. °87), Task Force on the Jse and Misuse of 
Psychiatric Diagnoses in the Courts (Dec. ’87 Council on Re- 
search—Task Force on DSM-IV (Dec. 87); specie] boards and com- 
ponents—Work Group on Codes and Reimbursements (June °87). 

2. Renewed the following components: Ad Hoc Committee to 
Study the Role, Composition, and Function of the Joint Commis- 
sions (June ’87), Ad Hoc Committee on Liaison Activities (June ’87), 
Ad Hoc Committee for Potential Restructuring of Marketing Strat- 
egies (June °87), Ad Hoc Committee on Subspecia ization (June ’87), 
Ad Hoc Committee to Review Treatments of Psychiatric Disorders 
(June °87), 

3. Made the following changes to existing componer:ts: Board of 
Trustees components—expanded the charge to the Ac Hoc Com- 
mittee on Liaison Activities and expanded its mem bership to include 
additional Assembly representation (June, Dec. ’87); joint Reference 
Committee-—-established an APA/NIMH Fellow observer position 
on the joint Reference Committee (Dec. °87); Council on Medical 
Education and Career Development—revised the charge to the Com- 
mittee on Graduate Education (Dec. ’87), revised the charge to the 
Committee on Medical Education (Dec. ’87); Council on National 
Affairs—changed the name of the Committee on Psychological As- 
pects of Nuclear Development to Committee on Psychological As- 
pects of Nuclear Issues (Dec. ’87); Council on Research—revised the 
charge of the Task Force to Develop Safety and Performance Stand- 
ards for ECT Devices (June ’87) and changed the name of the task 
force to the Task Force on Electroconvulsive Therapy (Dec. ’87). 

4. Discharged the following components: Board of Trustees 
Components—-Ad Hoc Committee to Develop a Sate of Candidates 
for Election to the ABPN (June ’87), Ad Hoc Committee on the 
Timing of the Annual Meeting (June ’87), Ad Eoc Committee to 
Review DSM-III-R (June ’87); Committee on E ections—Ad Hoc 
Committee to Review and Select Final Questions for Candidates 
(June ’87); Council on Children, Adolescents, anc Theiz Families— 
Task Force on Juvenile Justice Issues (June 87), Ccrresponding Task 
Force on Reimbursement for Family Therapy (Jun2 87); Council on 
Medical Education and Career Development—Task Force on Cost- 
Effectiveness in Consultation-Liaison Psychiatry (Dec. ’87), Task 
Force to Study the Quality of Psychiatric Resideacy Training Pro- 
grams (Dec. ’87); Council on National Afairs—Task Force on Psy- 
chiatric Aspects of AIDS (June ’87); Council on. Psychiatric Serv- 
ices—Task Force on Involuntary Outpatient Treatment (June ’87). 


Confidentiality 


1. Accepted The Physician’s Duty to Take Przcautions Against 
Patient Violence as a resource document for distrikution through the 
state legislative network and asked the Council cn Psychiatry and 
Law to develop an article on the document for submission to the 
American Journal of Psychiatry (June ’87:. 

2. Authorized publication of the report of the Committee on Con- 
fidentiality, “Principles of Confidentiality,” in the Official Actions 
section of the Journal (June ’87). 


Council on Medical Specialty Societies 


1. Recommended Dr. James N. Sussex as a rominee for vice- 
president or president-elect of the Council on Mecical Specialty So- 
cieties (June ’87). 


CPT-IV 


1. Authorized the Work Group on Codes and F.eimbursement to 
develop a framework for a request for proposals tc permit contract- 
ing out the development of a system of procedural terminology and 
translators to enable psychiatrists to more effectivety use the codes in 
the AMA’s Physicians’ Current Procedural Terminology, 4th edition 
(CPT-4) (Dec. °87). 
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DSM-IU-R Education 


1. Established the Task Force for Educational Activities Regard- 
ing DSM-III-R within the Council on Medical Education end Career 
Development (June ’87). 


DSM-IV 


1. Approved initiation of a process for making major revisions to 
DSM-III-R and creation of a timetable by which DSM-IV can be 
developed; further, established the Task Force or. DSM-IV, author- 
izing the President to appoint the chairperson as quickly as possible 
(Dec. 87). 


Education 


1. Approved publication of the pamphlet Medical Student Edu- 
cation: The Resident as Teacher for distribution to res:dents and 
residency training directors (Dec. °87). 

2. Recommended to the Residency Review Committee for Psy- 
chiatry that the Special Requirements for Residency Training in Psy- 
chiatry (“Essentials”) include a requirement for a writter. policy on 
parental leave and recommended to the American Association of 
Chairmen of Departments of Psychiatry and the American Associa- 
tion of Directors of Psychiatry Residency Training that they develop 
policies and approaches which address such issues as ccverage for 
absent residents, maximum amount of leave a resident can take and 
still receive full credit for training, extensions of training time, and 
part-time training (Dec. ’87). 

3. Approved sending an APA communication to the Residency 
Review Committee to emphasize the importance of increased train- 
ing in geriatric psychiatry during general residency training and to 
convey APA’s recommendation that a requirement for geriatric psy- 
chiatry be added to the “Essentials” (Dec. °87). 


Elections 


1. Accepted by mail ballot the results of the 1987 election and 
postponed considering disposition of the ballots until the May Board 
of Trustees meeting (May °87). 

2. Authorized staff to dispose of the ballots from the 1987 elec- 
tion immediately after the 1987 annual meeting (May ’87). 

3. Approved changes in the Operations Manual related to the 
biographical material on the candidates that appears on the ballot; 
these changes increase the number of uncombined items of the can- 
didate’s choosing from five to six and delete specific references to 
current university positions (Sept. ’87). 

4. Approved changes to the Operations Manual regarding the 
number of words in the biographical statement printed in Psychiatric 
News (Dec. ’87), 

5. Approved changes to the Operations Manual regarding the 
counting of “invalid votes” (March °88). 

6. Changed the deadline for the Nominating Committee to an- 
nounce nominees for Member-in-Training Trustee and Member-in- 
Training Trustee-Elect from Oct. 1 to Nov. 1, 1987 (Sept. ’87). 

7. Approved a statement clarifying the policy zhat no APA organ- 
izational stationery may be used in soliciting support for candidates; 
this was an addition to section II.A.4.b. of the election guidelines 
(June *87). 

8. Deleted the sentence “No mailing labels may be used” from 
section II.A.4.a. of the election guidelines (Sept. ’87). 

9, Requested the Nominating Committee and the Elections Com- 
mittee to explore whether APA should continue to have multiple 
candidates for each position on the ballot and asked these commit- 
tees to elicit the opinions of the membership (through an informa- 
tion-gathering advisory referendum or a series of quest:ons on the 
ballot) and to report back to the Board (March ’88). 

10. Approved another year of the Elections Committee videotape 
project to provide videotapes of 1988 candidates for President-Elect 
to district branches at no cost to them (Sept. ’87). At the December 
1987 Board meeting it was announced that the candidates have 
chosen not to make the tape in 1988. 
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Ethics 


1. Approved regulations for postponement of hearings in the pro- 
cedures governing appeals hearings of the Ethics Appeals Board 
(Dec. °87). 

2. Agreed that APA would indemnify a district branch against 
legal expenses incurred in defending a suit based on the processing of 
ethics complaints under the following circumstances: a) the district 
branch must follow APA procedures, including appropriate review 
procedures, b) any discretionary reporting of a member’s name in an 
ethics case must te reviewed and approved in advance by the APA 
Ethics Committze, and c) APA reserves the right to appoint legal 
counsel to defend any case in which APA provides indemnity 
(March °88). 

3. Authorized expulsion of the following members from APA and 
from their district branches because of ethics violations: Drs. Paul 
Freda and Richard Lette of the Colorado Psychiatric Society, Dr. 
Gerald H. Fink of the Washington Psychiatric Society, and Ismail 
Ersevim of the New Hampshire Psychiatric Society (June and Dec. 
87, March ’88). 

4. Authorized publication of Dr. Martin J. Fields’ resignation 
from APA and the Illinois Psychiatric Society while under investiga- 
tion of alleged violation of the Principles of Medical Ethics with 
Annotations Especially Applicable to Psychiatry (Dec. ’87). 


Federation of APA Friends 
1. Endorsed bylaws for the Federation of APA Friends (June ’87). 
Fiscal Issues 


1. Approved the APA 1988 operating budget of $20,131,012 (in- 
come and expenses), renamed the Joint Reference Committee Con- 
tingency Fund the Joint Reference Committee New Component 
Fund, and established an Assembly Executive Committee Operating 
Fund (Dec. ’87). 

2. Authorized support of a portion of the costs of Area council 
Member-in-Training representatives’ attendance at the May 1988 
Assembly meeting in Montreal over Thursday, Friday, and Saturday 
nights only, with the understanding that this would not set a prec- 
edent and that ir. the future other funding would be sought (Dec. 
87), 

3. Clarified that the Assembly does not need Board approval of 
expenditures from the Assembly Executive Commitzee Operating 
Fund (March ’&8), 

4. Approved establishment of a checking account at the Royal 
Bank of Canada, Montreal, for the 1988 APA annual meeting 
{March ’88), 

5. Authorized execution of corporate resolutions and stock pow- 
ers for stocks received by APA from the estate of Dorothy C. Kempf 
and authorized a series of transactions relative to these stocks (May 
87, March *88}. 

6. Authorized the Deputy Director for Business Administration 
and the Comptroller, in accordance with legal counsel, to execute 
documents to Fnalize the renegotiation of APA’s line of credit and 
term loan (May *87). 

7. Approved participation by the Committee on the Impaired 
Physician in the APA Auxiliary’s implementation of the Robert E. 
Jones Assistance Fund (Dec. *87). 

8. Encumbered up to $16,000 from the Board of Trustees Con- 
tingency Fund to support a resource symposium on psychiatrists and 
managed care, to be held in November 1988, if sufficient funding is 
not raised from. outside sources (March ’88). 


Governance and Staff 


1. Extended its best wishes to Kathleen Bryan durirg her recovery 
from her illness and extended formal appreciation to a) Ellen Mercer 
for bringing Dr. Koryagin to the 1987 APA annual meeting, b) Dr. 
Allan Beigel for his contributions while chairperson of the Joint 
Commission on Government Relations, c) Jay Cutler for his service 
in government relations, and d) Dr. Donald Hammersley for his 
many years of service (June °87). 
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2. Approved revised procedures for nominating candidates for 
Member-in-Training Trustee-Elect (Dec. ’87). . 

3. Approved the policy that all members of (and consultants to) 
APA components sign forms acknowledging that work they produce 
as members of APA components is the property of APA (March *88). 

4. Accepted a proposal from PRMS to provide property and cas- 
ualty insurance for APA at an annual fee of $10,000 (June 87). 

5. Recommended that Board and Assembly liaisons participate in 
Executive Sessions; requested the Ad Hoc Committee to Study the 
Role, Composition, and Function of the Joint Commissions to meet 
again during the 1988 fall component meetings to review any reac- 
tions to its recommendations at its May 1987 meeting; and re- 
quested that the Assembly receive a full report at the November 
1988 meeting (Dec. °87). 

6. Adopted the revised policies proposed for the APA Personnel 
Manual as presented to the Board (March ’88). 

7. Ratified the Executive Action to accept outside funding from 
Mead Johnson for the reception and concert honoring Dr. Donald 
Hammersley at the 1987 H&CP Institute (Sept. ’87). 

8. Ratified an Executive Action to replace the universal life in- 
surance policies with group term insurance for APA employees 
(March °88). 

9. Approved the transfer of the assets of the APA employee re- 
tirement savings plan from the Mercantile Bank of St. Louis to Con- 
necticut General (CIGNA) effective Jan. 1, 1987, and approved ap- 
pointment of the National Bank of Washington to replace 
Mercantile Trust Company as trustee of the APA retirement savings 
plan and trust and authorized the Medical Director to execute a trust 
agreement and take the necessary actions to implement the decision 
(June, Sept. 87). 


Harvard Relative Value Scale Study 


1. Requested staff and/or appropriate members to prepare a sum- 
mary of the Harvard Relative Value Scale study for the November 
1987 meeting of the Assembly (June °87). 


Hé&CP 


1. Appointed Drs. Magda Campbell and Milton Greenblatt to 
four-year terms on the Editorial Board of H&CP (May ’87). 


Homosexuals, Violence Against 


1. Authorized APA to conduct lobbying efforts to end violence 
against homosexuals (June ’87). 


InsurancelAccess to Care 


1. Reaffirmed APA’s policy of advocating and supporting district 
branch activities directed at obtaining nondiscriminatory insurance 
coverage for those suffering from nervous and mental illness through 
state legal and legislative initiatives; further, endorsed a statement 
regarding the APA policy af nondiscriminatory coverage and differ- 
entiated between the words “mandated” and “nondiscriminatory” 
with regard to mental health legislation and regulations (June °87). 

2. Received a draft of the Joint Commission on Government Re- 
lations’ response to the May 1987 Area III Action Paper 5, “Access 
to Nondiscriminatory Insurance Coverage for Treatment of Mental 
Illness,” which addressed the priority of access to care with respect 
to current legislation mandating direct reimbursement to nonphysi- 
cian providers; further, sent the response to the Assembly and Area 
III council for additional discussion and debate (Sept. ’87). 

3. Reaffirmed the APA policy of seeking insurance coverage that 
is nondiscriminatory to the mentally ill, established that quality of 
and access to adequate care by psychiatrists for the mentally ill is a 
top priority of APA, and voted that APA should support federal 
legislation which increases the availability of adequate treatment by 
psychiatrists for the mentally ill (March 88). 

4. Voted that APA, alone and in conjunction with the AMA, the 
Alliance for the Mentally Ill, and other appropriate groups, will 
develop a strategy for inducing the American Red Cross to revise its 
health insurance plan (March 88). 
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International Affairs 


1. Authorized the Task Force on International Education to seek 
outside funding for a conference to discuss international education 
issues (June 87). , 

2. Ratified the Executive Action to authorize APA to explore with 
the Educational Commission for Foreign Medical Graduates the 
possibility of APA participation in the International Medical Schol- 
ars Program, including a proposal that APA provide a psychiatric 
component for the program (March ’88). 

3. Approved APA cosponsorship of the human rights mission to 
South Africa in conjunction with the American Association for the 
Advancement of Science and other organizations and allocated 
$3,000 irom the Board of Trustees Contingency Fund to send one 
member (cf. “Legislation, Federal”) (June 87). 

4, Authorized the Medical Director to negotiate with the U.S. 
State Department regarding sending a delegation to the Soviet Union 
to visit psychiatric hospitals and patients, authorized APA to organ- 
ize a delegation and authorized the Medical Director's Office and the 
Office of International Affairs to seek outside funding :n support of 
this mission, and allocated $15,000 from the Board Contingency 
Fund in case outside funding is not obtained (June °87). 

5. Took a position opposing the referendum on official contact 
between APA and Soviet psychiatry and approved for the ballot a 
format listing the referendum as one question and the Board’s po- 
sition as a second question with supporting statements by each party 
(Dec. 87). 


Judicial Actions 


1. Authorized increasing the maximum APA contribution for 
a district branch amicus brief to $5,000 on a matching basis 
(June °87). 

2. Reconfirmed the present system of reviewing, approving, and 
funding APA involvement in judicial cases as an amicus and ap- 
proved new procedures for district branches that become parties in 
legal cases (i.¢., in consultation with the Commission on Judicial 
Action, the Board will determine the amount of an APA financial 
contribution to a legal case on the basis of recommendations from 
involved district branches and other relevant components); further, 
referred the issue of developing a reserve fund to meet these antici- 
pated needs to the Treasurer and Budget Committee with appropri- 
ate input from the Assembly and Commission on Judicial Action, 
requesting that they report back to the Board (Dec. ’87). 

3. Approved procedures for the review of distzict branch and 
Area requests for support of the costs of litigation (March °88). 

4. Approved a $3,000 contribution on a matching basis to the 
California Psychiatric Association for its amicus brief in Vinson v. 
Superior Court, a case involving the presence of the plaintiff’s attor- 
ney in a psychiatric examination of a female plaintiff in a sex har- 
assment case (Sept. ’87). 

5. Approved continued financial support of the California Psy- 
chiatric Association in CAPP v. Rank, which challenges a Los 
Angeles Superior Court decision ordering admitting privileges for 
clinical psychologists for hospital management of psychiatric pa- 
tients, and authorized disbursement of $38,500 to the California 
Psychiatric Association (Dec. ’87, March ’88). 

6. Approved payment of $3,000 to the Colorado Psychiatric So- 
ciety for its amicus brief in Miller v. District Court, which addresses 
whether or not an expert retained to perform an eveluation for a 
defendant can later be called by the prosecution to testify (June 87). 

7, Ratified the Executive Action authorizing APA to file an 
amicus brief with the U.S. Court of Appeals for the Fourth Circuit in 
Charters v. United States, which addresses whether < criminal de- 
fendant who is found incompetent to stand trial can be involuntarily 
medicated with antipsychotic drugs (Dec. ’87). 

8. Ratified the Executive Action authorizing APA to sign onto the 
amicus curiae brief for Zebley v. Bowen, a case in the U.S. Court of 
Appeals for the Third Circuit that involves a challenge to the criteria 
of the Secretary of the U.S. Department of Health and Human Serv- 
ices for eligibility for Supplemental Security Income for children with 
mental disabilities; the brief essentially argues both that the Secre- 
tary’s refusal to promulgate new criteria for children. with mental 
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disabilities violates the Disability Benefits Reform Act of 1984 and 
that the existing child criteria are based on medically erroneous 
concepts of disability assessment (March ’88). 

9. Authorized APA to sign onto an amicus brief being filed by the 
AMA in the Supreme Court case Turnage v. McKelvey, which con- 
tests the Veterans Administration’s position that primary alcoholism 
does not qualify a veteran to receive the 10-year extension of edu- 
cational benefits (May °87). 

10. Approved a $1,511.29 contribution on a matching basis to 
the Wisconsin Psychiatric Association for its amicus brief in Wis- 
consin v. Gerhardstein, a right to refuse medication case (Sept. 87). 


Legislation, Federal 


1. Supported the House/Senate joint conference resolution con- 
cerning South African children being held in detention (Dec. ’87). 

2. Authorized support of H.R. 925, the Family and Medical 
Leave Act, in the current or an amended form (June ’87). 

3. Notwithstanding the outstanding contributions and capabili- 
ties of nonpsychiatrist mental health professionals, the Board voted 
to oppose S. 123, introduced by Senator Inouye (D-Hawaii), which 
would directly reimburse psychologists under Medicare; voted to 
oppose all efforts to equate other mental health professionals with 
psychiatrists; voted to inform district branches of the national po- 
sition on this bill; voted to involve the legislative network in a better 
understanding of the position taken by the Board; and voted to 
develop information packets to back up the position taken by the 
Board (March ’88). 

4. Authorized APA’s Central Office staff, under the direction of 
Dr. Melvin Sabshin and Mr. Jay Cutler, to prepare and submit a list 
of potential questions for U.S. Senators to use in confirmation hear- 
ings and authorized APA to lobby to defeat enactment of proposed 
Title X regulations (Sept. ’87). 


Liaison Activities 


1. Authorized the Ad Hoc Committee on Liaison Activities to 
hold one or more meetings with representatives of allied psychi- 
atric organizations and to hold the first meeting before May 1989 
‘March 788), 

2. Authorized APA to participate as a cooperating organization 
in the annual conference of the American Hospital Association’s 
Section for Mental Health and Psychiatric Services, which will be 
neld on June 15—17, 1988, in San Diego (Sept. ’87). 

3. Established an official APA liaison with the American Society 
of the History of Medicine at no cost to APA (Dec. ’87). 

4, Recommended that the Ad Hoc Committee on Liaison Activ- 
ities convene a meeting of liaison representatives in 1988 as a pilot 
project and present this plan to the Budget Committee for its con- 
sideration, requested the Ad Hoc Committee on Liaison Activities to 
inform the APA liaisons in writing of its current activities and to 
provide information that will enhance their liaison activities, and 
requested the ad hoc committee to develop guidelines for APA staff 
who work with liaisons and APA members with liaison functions 
(June ’87). 

5. Endorsed the conference “Families and Professionals: Partners 
for a Change,” which is being planned by the National Alliance for 
the Mentally Ill and the Virginia Treatment Center for Children 
(June ’87). 

6. Expanded the Ad Hoc Committee on Liaison Activities to in- 
clude additional Assembly representation in order to conduct a joint 
Board-Assembly survey of U.S. psychiatric organizations to deter- 
mine the degree and nature of their interest in relating to or being 
part of APA, requested that the results be presented to the Assembly 
in November 1988 and to the Board in December 1988, and author- 
ized the ad hoc committee to present a budget to the Board in March 
1988 if additional monies are needed to perform these tasks (Dec. 
87). 


Marketing and Education 


1. Referred to the Ad Hoc Committee for Potential Restructuring 
of Marketing Strategies the Assembly’s recommendations that the 
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staff and activities of the Office of Economic Affairs be enhanced and 
expanded in 1988 (June °87). 

2. Approved implementing the following recommendations of the 
Ad Hoc Committee for Potential Restructuring of Marketing Strat- 
egies: a) expansion of the Office of Economic Affairs, b) inclusion in 
the 1988 budget of the Office of Economic Affairs monies previously 
allocated to the National Education Project, and c) creation of a 
small group to reassess the interaction of the Office of Economic 
Affairs, Division of Government Relations, Division of Public Af- 
fairs, and Office of Psychiatric Services (Sept., Dec. ’87). 


Member Benefits 


1. Ratified the Executive Action to approve a) the Centennial Life 
Insurance Company of Shawnee Mission, Kan., as the new carrier 
for the APA life, accident, and health insurance program, with 
PRMS as administrator of the program, and b) a 100% increase in 
the major medical insurance premium and elimination of deductibles 
below $1,000, with the understanding that this rate increase is to be 
in effect for 6 months and that an economy major medical plan will 
be considered later (Dec. °87). 

2. Authorized the APA Board of Trustees Professional Liability 
Insurance Committee to act as the Board’s liaison with the profes- 
sional liability insurance company and authorized development of 
an ombudsman position; authorized Joel Klein as legal counsel to 
take the necessary steps to amend the relevant legal documents to 
provide that the Beard Professional Liability Committee assumes the 
responsibilities previously handled by settlors of the APA insurance 
trust and to eliminate the role of individual settlor (Sept. ’87). 

3. Requested that all communications from PRMS to APA mem- 
bers be reviewed by the Medical Director or his designees before 
distribution (March ’88). 

4. Requested that PRMS extend the grace period for payment 
of quarterly installments on insurance premiums for holders of 
life, accident overhead, major medical, and disability insurance 
(March °88). 

5. Authorized the Committee on Special Benefit Programs, after 
consultation with the Committee on Information Systems, to con- 
duct a one-time office automation seminar in April 1988 in Boston, 
with the provision that a disclaimer be made concerning any partic- 
ular software product used in demonstrating computer capabilities; 
further, authorized the Committee on Special Benefit Programs to 
conduct three legal seminars and two tax reduction seminars in 1988 
and to increase the marketing and publicity for the seminars 
(Dec. 87). 


` Membership Actions 


1. Approved a revision to the Operations Manual regarding 
members whose licenses are revoked, suspended, or voluntarily sur- 
rendered (Dec. ’87'. 

2. Approved a rumber of recommendations for initial member- 
ship in the Corresponding Member and Member-at-Large categories 
and for advancements, including advancement to Fellow status 
within APA (Dec. ’87). 

3. Approved the nomination of Dr. Rene Gonzalez for Distin- 
guished Fellow (Dec. ’87). 

4, Approved an alternative dues rate schedule, to be implemented 
with the 1988 dues billing, and approved dues increases for the 
various membership categories, with an aggregate increase of 5.4% 
in dues revenues for 1988 (June, Sept. ’87). d 

5. Authorized dropping from membership members whose dues 
were in arrears for 1986 and authorized administrative reinstate- 
ment for those who returned to good standing by Jan. 1, 1988 (Dec. 
87, March ’88). 

6. Approved dues relief and transfer to Inactive status for mem- 
bers recommended by the Committee on Membership (June, 
Dec. ’87). 

7. Authorized dropping APA members who did not meet the dual 
membership requirement, authorized administrative reinstatement 
for any who returned to good standing in the district branches, and 
denied requests from three members for exemptions from the APA/ 
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district branch dual membership requirement (June, Sept., and Dec. 
°87, March °88). 

8. Approved forwarding the recommendation of Dr. James A. 
McDermott for a special award or commendation to the appropriate 
component for consideration (Dec. ’87). 


Minority Issues 


1. Voted to urge APA members to spend 5% of their clinical 
practice time providing voluntary nonreimbursed care to minority 
and underrepresented populations (Dec. ’87). 


Native Americans 


1. Authorized the President to write to the Surgeon General and 
Director of the Indian Health Service to commend the Indian Health 
Service for its culturally sensitive plan to seek the advice of local 
Indian consumer groups before implementing the order for Public 
Health Service officers to wear uniforms in Indian Health Service 
health care facilities (June ’87). 

2. Authorized the President and Medical Director to contact ap- 
propriate officials in the Indian Health Service or other agencies to 
ask what steps are being taken to address the psychiatric needs of the 
Hopi and Navajo Indians who are being relocated (June *87). 

3. Authorized sending a letter, with input from Drs. Hammersley, 
Pasnau, Sargent, and Van Dooren and Mr. Cutler, to the Director of 
the Indian Health Service and any other appropriate officials noting 
the urgency for increased support of medical services to the Indian 
populations; voted to prepare an article for publication in Psychiat- 
ric News profiling Dr. Albert Samuelson and his work with Native 
Americans of the various Dakota tribes; and voted to ask the Divi- 
sion of Public Affairs to work with the AMA to have a similar profile 
published in AMA News (Sept. ’87). 


Outpatient Involuntary Treatment 


1. Authorized publication of the report of the Task Force on 
Involuntary Outpatient Treatment with the understanding that non- 
substantive editing would occur before publication (June °87). 


Psychiatric News 


1. Extended for 1 year the terms of office of the members of the 
Editorial Advisory Board of Psychiatric News (March °88). 


Psychiatrist, Defining 
1. Approved a definition of a psychiatrist (Sept. ’87). 
Public Affairs 


1. Approved APA sponsorship of consumer advertisements that 
inform the public about anxiety disorders so long as such ads a) are 
approved by the Joint Commission on Public Affairs or other des- 
ignated persons, b) do not mention specific medications, c) provide 
a balanced discussion of all treatments, including psychotherapies, 
and d) list APA as a primary sponsor (March ’88). 

2. Acthorized the Joint Commission on Public Affairs to explore 
further with Westwood One the possibility of APA sponsoring a 
nationally syndicated rock concert as a benefit for the chroni- 
cally mentally ill during the 1988 Mental Illness Awareness Week 
(March ’88). 

3. Approved the APA policy to refrain from making financial 
contributions to outside production of films, videotapes, theatrical 
events, or other similar activities over which APA has no editorial or 
substantive control and which do not directly relate to existing APA 
public affairs or educational priorities (Dec. ’87). 

4. Approved spending $2,500 from the Board of Trustees Con- 
tingency Fund to cover the costs of two meetings of an ad hoc 
committee of the Joint Commission on Public Affairs on strategic 
planning relating to the APA presidential initiatives from 1987 to 
1989 (Sept. 87). 

5. Authorized initiation of an APA public affairs strategic 5-year 
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plan of action and funding for the implementation of the first year of 
action (1988) (Dec. ’87). 

6. Authorized APA to participate in planning a potential telethon 
on mental illness to be sponsored and funded jointly by APA and 
other organizations, authorized the President-Elect to add consult- 
ants as needed to the Joint Commission on Public Affairs to assist in 
the planning, and voted to defer a decision on APA’s participation 
until a report was received from the planning group (March ’88). 

7. Directed the Joint Commission on Public Affairs and Division 
of Public Affairs to consider options for establishing APA influence 
with top levels of management in the major television networks and 
requested the officers to discuss these issues at their meeting in July 
1987 (June 87). 


Quality Assurance 


1. Approved the disability review program developed for the Paul 
Revere Insurance Group (Dec. ’87). 

2. Adopted the policy statement ‘‘Preadmission and/or Concur- 
rent Review Screening of Hospital Stays by Insurance Companies, 
Health Care Plans and Other Third Parties” and the guidelines in- 
corporated in this statement (March 88). 

3. Approved the outpatient review program developed in con- 
junction with Intracorp (Dec. ’87). 

4. Authorized the Committee on Quality Assurance to conduct 
additional oversight of the quality assurance program on behalf of 
the Board and Assembly and authorized expenditures to cover this 
increased activity, to be charged to the Quality Assurance Program 
account (June ’87), 


Religion and Psychiatry 


1. Approved the Report of the Committee on Religion and Psy- 
chiatry for publication with provisions for substantive editing based 
on comments by the Assembly and Board and for review by legal 
counsel and a select group of Board members before publication 


(June ’87). 


. Research 


1. Authorized the Task Force on Electroconvulsive Therapy to 
seek outside funding to support its activities (June '87). 

2. Authorized the Council on Research (in conjunction with the 
Committee on Grants and Awards, the Council on Internal Organi- 
zation, and the Medical Director’s Office) to establish the APA/Lilly 
Psychiatric Research Fellowship, to be awarded for a 6th or later 
year of full-time postgraduate psychiatric training in clinical re- 
search (March ’88). 

3. Approved for publication the Report of the Task Force on 
Sudden Death (Dec. ’87). 


Resident Fellowships 


1. Approved criteria for eligibility of candidates for the APA/ 
Burroughs Wellcome Fellowship Program (Dec. 87). 

2. Authorized the Selection/Advisory Committee of the APA/ 
NIMH Minority Fellowship Program to solicit donations for the 
continued publication of their newsletter, Spectrum (Dec. ’87). 

3. Authorized the Selection/Advisory Committee of the APA/ 
NIMH Minority Fellowship Program to seek outside funding to 
support the APA/NIMH Minority Fellowship Program (Dec. ’87). 


Subspecialization 


1. Approved distribution of the report of the Ad Hoc Committee 
on Subspecialization to the Area councils, the Assembly, and coun- 
cils and components for discussion and feedback and authorized an 
additional meeting for the Ad Hoc Committee on Subspecialization 
so that it could consider the feedback from the Assembly and coun- 
cils and components before reporting to the Board in December 
(Sept. ’87). 

2. Took the position that APA is in favor of added qualifications 
in geriatric psychiatry and requested the ABPN to consider the most 


1335 


OFFICIAL ACTIONS 


liberal process available regarding the eligibility and examination of 


Board-certified psychiatrists who wish to obtain added qualifications 
ir. geriatric psychiatry (Dec. ’87). 


Treatments of Psychiatric Disorders 


1. Approved the wording for a cautionary statement that will 
appear in the report of the Task Force on Treatments of Psychiatric 
Disorders (June ’87). 


2. Approved the title, publication schedule, size (3 volumes), end 
indexing of the Report of the Task Force on Treatments of Psychi- 
atric Disorders; voted to include Dr. Toksoz Karasu’s name prom- 
inently in the book and to commend Dr. Karasu for his extraordi- 
nary contributions; and authorized production of separate 
monographs as deemed appropriate (Sept. ’87). 


ELISSA BENEDEK, M D. 


Report of the Treasurer 


This report is prepared from audited figures for the fiscal year that 
ended Dec, 31, 1987. The data presented also appear in the auditor’s 
annual report. Table 1 is a statement of our financial condition, 
taxen from the independent auditor’s report, and table 2 reflects 
fuactional revenues and expenses. These will provide the member- 
ship with the information needed to assess the operation and finan- 
cial condition of the Association. 


Fiscal Status as of Dec. 31, 1987 


The financial position of APA at the end of 1987 remained strong. 
I would like to discuss the Association’s fiscal status in terms of the 
results of operations for 1987, cash flow, deb: reduction, and net 
worth. 

The operation of APA programs during 1987 resulted in income 
of $21,445,884 and expenses of $20,614,895, for a surplus from 
operations amounting to $830,989. Of this amount, $300,000 had 
been included in the 1987 budget as planned surplus for debt reduc- 
tion. The remaining $530,389 represents surplus beyond that called 
for in the operating budget. 

Services for members. APA’s most important function is service to 
its members. Our membership has grown considerably during the 
past decade, i.e., from 23,301 members in 1977 to 34,306 as of Dec. 
31, 1987. This represents an increase of 11,005 (about 47%), for an 
average increase of 1,100 members per year during the past 10 years. 
This increase in membership, together with a strong financial base 
and the increasingly complex problems and opportunities facing our 
membership, has led to the provision of more and better services for 
AFA members. This growth in services has been primarily in the 
areas of government relat-ons, public affairs, education, Office of 
Membership Services activities, economic affairs, and research. 

Net worth. The Association’s stated net worth has increased from 
approximately $4 million in the mid-1970s to over $10 million to- 
dav ($10,702,311). This stated figure is extremely conservative, 
sinze it does not include the estimated increase in the value of the 
1400 K Street property, which APA purchased in 1980, If this esti- 
mated increase in land value were to be included as part of APA’s 
stazed net worth, the figures would stand at about 414 times our net 
worth in the mid-1970s. Even when we recognize the impact of 
inflation, the increase in the Association’s net warth in recent years 
is particularly impressive, moving from $7,486,501 in 1984 to 
$8,439,044 in 1985 to $9,623,172 in 1986 to $10,702,311 in 1987. 
This represents an average increase in net worth of approximately $1 
million per year for the past 3 years. 

Debt reduction. During 1985 APA negotiated an excellent loan 
package with the National Bank of Washington, and in 1987 it 
ren2gotiated even more favorable terms. Highlights of the loan pack- 
age as it is currently configured are as follows: 

1. Term loan—-$1,500,000 at an interest rate of 74% over the 
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prime rate. As of Dec. 31, 1987, $675,000 of the loan had been 
retired, leaving a balance to be repaid of $825,000. 

2. Line of credit—maximum limit of $3,000,000 at an interest 
rate of ¥4% over the prime rate. Because of our strong cash position 
during 1987, it was necessary for APA to use only $1,250,000 of its 
line of credit. The stability of the cash budget was also evidenced by 
the fact that the line of credit was used during less than one-half of 
the year. 

3. Additional loan—$400,000 at an interest rate of 34% over the 
prime rate to cover the purchase of a telephone system and copying 
equipment, to be repaid as of Jan. 31, 1988. 

The term loan is scheduled to be completely retired as of Septem- 
ber 1990, which will meet the most conservative definition of beiag 
debt free. However, another debt reduction bench mark has already 
been met on schedule. As originally projected, the Association’s 
short-term investment portfolio exceeded the term loan balance in 
December 1987. The bench mark is significant since it represents tne 
point at which it was possible for APA to repay the entire loan fram 
proceeds of the short-term portfolio. The Association has met :ts 
obligations under the loan package since its inception. 


A Note of Caution 


The strong fiscal position of the Association at the end of 1987 
does not mean that we can relax our efforts in sound fiscal planning, 
effective program management, and rigorous monitoring of expend- 
itures. The same hard work that enabled the Association to achieve 
its stable financial situation will be needed to maintain it. For ex- 
ample, our ability to produce income is essential to our fiscal 
strength, but our income depends on many factors that are outside 
of our direct control. Just as higher than projected sales of DSM- 
JH-R were the primary source of our surplus for 1987, the nonre- 
newal of a contract or delay in a publication schedule could lead -o 
a significant shortfall in projected income. In fact, some of the gains 
from publication sales in 1987 were offset by a shortfall in the 
budgeted contribution to APA by the Quality Assurance Program. 
This problem contrasts markedly with the fact that this same pro- 
gram generated a contribution to APA well over budget projections 
in 1986. Work is underway to reverse the downward trend in the 
fiscal performance of the Quality Assurance Program for 1988. In 
any event, there is still a real need for all of APA’s leadership ro 
continue the teamwork and effort that are essential to maintainir.g 
fiscal stability for our Association. 


Investments 
The Investment Advisory Committee has guided the Association's 


investment program over the last 10 years. The stated investment 
policy of the Association is “to employ sound investment vehicles 
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TABLE 2. APA's Functional Revenues and Costs for Fiscal Years . 


1987 and 1986 . 





Item : 1987 1986 


Assets 
Current assets 
Cash and cash equivalents 





$ 3,003,800 $ 1,536,988 


Marketable securities 447,518 83,425 
Accounts receivable, less 
allowance for doubtful 
accounts 1,444,095 788,009 
Notes receivable 149,000 250,000 
Publications inventory 231,691 168,254 
Grants and contracts, approved 
and in process 1,875,870 2,368,147 
Prepaid expenses and other 
current assets 415,100 290,125 
Total current assets 7,567,074 5,484,948 
Property, plant, and equipment 
Land 5,187,470 5,187,470 
Building—leasehold interest and 
improvements 6,525,413 6,356,717 
Furniture and equipment 1,898,379 1,570,936 
Subtotal 13,611,262 13,115,123 
Less accumulated depreciation 
and amortization 1,538,621 1,160,154 
Total property, plant, and 
equipment 12,072,641 11,954,969 
Other assets 
Notes receivable, less current 
maturities 726,000 875,000 
Deferred expenses, net of 
accumulated amortization 570,536 367,020 
Deferred land rent 686,832 652,926 
Advances to affiliated entities 267,270 1,131,740 
Nonmarketable securities 125,000 125,000 
Total other assets 2,375,638 3,151,686 
Total assets 22,015,353 20,591,603 
Liabilities and fund balances - 
Current liabilities 
Current maturities of long-term 
debt 325,000 400,000 
Accounts payable 1,454,948 1,639,773 
Accrued expenses 1,470,028 814,583 
Deferred revenue 989,399 790,516 
Deferred amounts 
Restricted—grants and 
contracts 294,824 267,985 
Restricted—awards and 
special projects 1,243,727 641,507 
Other 543,750 887,378 
Total current liabilities 6,321,676 5,441,742 
Long-term debt, less current 
maturities 525,000 850,000 
Capital lease obligation, less 
current maturities 4,466,366 4,476,689 
Fund balances 
Unappropriated 6,421,112 5,740,123 
Appropriated 150,000 — 
Building 4,131,199 4,083,049 
Total fund balances 10,702,311 9,823,172 
Total liabilities and fund balances 22,015,353 ` 20,591,603 





affording maximum return consonant with safety of capital, i.e., the 
type of investment a prudent individual would seek.” With this in 
mind, safety of capital has been identified as the first objective of the 
investment program. The Associatior: has carefully reviewed its in- 
vestment alternatives in recent years and has shifted a majority of 
these investment resources from ownership of securities to an own- 
ership position in the new headquarters building project. The port- 
folio currently stands at approximately $500,000. 
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Item 1987 1986 


Functional revenues 
Percent from each function 


Publications 
Advertising 15.82 17.15 
Subscriptions and related 
fees 5.91 7.02 
Book sales 27.38 =. ` 10.22 
Member services 
Dues from members 33.12 32.73 
Meetings income 8.72 10.03 
Other income related to 
member services 2.84 8.52 
General income (investments, 
overhead on grants, etc.) 6.21 9.24 
Other income — 5.09 
Total revenues (dollars) 21,445,884 18,952,310 
Functional costs 
Percent for each function 
Governance (Board of 
Trustees, Assembly, 
councils} 12.95 14.18 
Publications (APA journals 
and book sales) 36.04 28.33 
Public affairs (public 
information and 
government relations) 11.04 10.80 
Member services (membership 
services and educational ; 
programs) 26.94 33.97 
General administrative costs 13.03 12.72 
Total costs (dollars) 20,614,895 17,578,111 





The investment portfolio can be expected to increase, First, the 
Association has agreed to hold and manage a fund, with a current 
estimated value in excess of $300,000, provided by the estate of 
Dorothy C. Kempf. The earnings on the fund are to be used as the 
basis for an APA award for contributions in the area of schizophre- 
nia. An expected addition to the fund, which will increase the size of 
the portfolio by abour $150,000, will provide for somewhat more 
diversification of assets within the portfolio. Second, portfolio man- 
agement will be further enhanced by the fact that the Investment 
Advisory Committee is now able to pursue long-range investment 
goals for growth, without the constraints imposed in past years by 
the need to maintain liquidity in our reserves, 

The current policy of the Association is to balance investments 
between debt instruments and common stocks. In the portfolio val- 
uation of Dec. 31, 1987, approximately 55% of the portfolio was 
invested in debt instruments, 5% in cash and accrued interest, and 
40% in stocks. This is a defensive position. We plan to increase our 
investment in common stocks if the market declines from present 
levels. If the market moves significantly higher we would consider 
profit taking on equities. If interest rates rise from present levels, 
debt instruments of longer maturities will be purchased to improve 
the current return on the portfolio. 


Publications 


Psychiatric News generated income of $2,626,849, contrasted 
with expenses of $1,311,554, for a surplus of $1,315,295. This 
amount is $354,395 more than the budgeted surplus of $960,900. 
. The American Journal of Psychiatry produced revenues of 
$2,385,164 and incurred expenses of $1,732,400, for a surplus of 
$652,764. This total is $240,877 more than the budgeted surplus of 
$411,887. 

The journal Hospital & Community Psychiatry realized revenues 
amounting to $926,277 and expenses of $864,661. The resulting 
surplus was $61,616. 
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The Association and its publishing affiliate, the American Psychi- 
atric Press, Inc. (APPI), maintain approximately 250 book titles in 
inventory. Total income from the APA publication program (ex- 
cluding APA periodicals) amounted to $7,463,451. Of this total, 
$5,872,595 was provided by sales of APA publications and prod- 
ucts, with APPI accounting for $1,590,856 in book sales. 


Grants and Contracts 


During the past decade support from grants and contracts has 
increased more than 20-fold. Specifically, funding from these outside 
sources has grown from about $300,000 in 1977 to over $6.1 mil- 
lion in 1987. This is an important means of funding since it supports 
needed programs withour adding to the member dues rates. 


Conclusions 


APA enjoys fiscal health, as can be seen from our 1987 operazing 
surplus, increasing net worth, steady reduction of debt, and strength- 
ening of the investment portfolio. At the same time, APA contirues 
to provide effective services for members and their patients. What is 
more, our Association continues to have the financial strength to 
assist its members in meeting the ever-increasing challenges and op- 
portunities facing the field of psychiatry, individual psychiatrists, 
patients and their families, and APA itself as an organization. I am 
delighted to have the opportunity to serve as your Treasurer and to 
be able to provide this positive report on the financial status of our 
Association for fiscal year 1987. 


ALAN I. LEVENSON, M.D. 


Report of the Medical Director 


During my 14 years’ tenure as Medical Director of APA, the an- 
nual report has become a useful reflection of progress and problems. 
We have indeed been coping with extraordinary challenges; the 
themes of socioeconomic and political ferment have dominated my 
reports for some time. The coping process has been accompanied by 
a steady growth in our membership and an increased diversity and 
complexity of the functions assumed by the national leadership and 
the Central Office. In following up on last year’s report, | am pleased 
with the mood, strength, and stability of the organization. Both the 
tone and content of our activities are positive overall and dem- 
onstrate strong effective working relationships between staff and 
members. 

While the quantity of work in the Central Office continues to 
increase, we have been able to maintain quality, even in the face of 
increasing demands in many arenas. This year the American Psychi- 
atric Association has focused on how to provide the best support and 
leadership for the diverse needs of the more than 34,000 members 
while avoiding the fragmentation that could result from increasing 
interest in subspecialization and a variety of forms of practice. We 
also have been concerned with developing strength and expertise in 
our subsidiary and business-related work, as well as the more tra- 
ditional specialty society efforts. To that end, we have held frequent 
discussions with our counterparts in other medical specialties and in 
the other mental health disciplines. 

Staff changes during the past year highlight the balance between 
growth and stability. Dr. Donald W. Hammersley, Deputy Medical 
Director and Director of the Office of Psychiatric Services, retired in 
January 1988, after more than 27 years of devcted service to APA. 
Don brought his own special imprint to the area of patient care and 
was particularly an advocate for access and quality. His personal 
interventions with fellow staff were unique and widely appreciated. 
A search committee for his successor, chaired by Dr. Robert Gibson, 
reviewed a list of more than 50 highly qualified applicants. Both the 
search committee and I were impressed with the diversity of talents 
ard skills of the candidates. I am pleased to inform you that Dr. John 
M. Hamilton has accepted the appointment and will begin work at 
APA in July. 

In December 1987 Ms. Kathleen Bryan announced that she was 


stepping down as Director of the Office of Meetings Management ` 


after almost 20 years of service to APA. Kathleen has been a unique 
contributor to our work and a recognized national leader in her 
specialty. We are pleased that she will remain on the staff as a senior 
consultant-advisor. I have appointed Mr. George Campbell, Exhib- 
its Manager, as Interim Director of that office. 
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In June 1987 Ms. Evelyn Myers retired as Managing Editor of the 
American Journal of Psychiatry. She was the Journal’s first manag- 
ing editor, and under her staff leadership for more than 20 years, the 
Journal grew and prospered. She has been recognized for her exzel- 
lence by colleagues throughout the editorial community. We are 
fortunate that she has agreed to provide consultative services to Dur 
Office of Economic Affairs during her retirement. Her successor, Ms. 
Melanie Miller, former Managing Editor of the journal Circulation, 
began work in July 1987. It is indicative of the skills of both that the 
transition went smoothly and the tradition of excellence continues. 

I also am pleased to announce the appointment of Dr. Thomas 
Dial as Assistant Director for Research Studies in the Office of Re- 
search. Dr. Dial comes to us from, the Association of American 
Medical Colleges, and he will be overseeing the work on the Ejo- 
graphical Directory and the day-to-day analyses of information pro- 
vided by questionnaire responders. By now, you should have re- 
ceived the questionnaire for the forthcoming edition of the 
Biographical Directory. We look forward to its prompt return end 
to learning more about our members’ work. 

Another transition about which I informed you last year was the 
promotion of Dr. Robinowitz and the subsequent search for ner 
successor as Director of the Office of Education. Dr. Philip G. 
Bashook, whom I introduced to the membership in Chicago in 1937, 
began work officially at APA in June. With his leadership, the Office 
of Education has begun several new initiatives, assessing members’ 
needs and interests in continuing medical education, determin_ng 
how best to meet them, and exploring innovative learning/teach_ng 
modalities. 

Dr. Robinowitz’s new role reflects some of the internal staff redr- 
ganization, which we expect to continue. On a number of occasions 
I have commented on the increased complexity of our functions and 
the ongoing need for reevaluating the structures and functions of zhe 
Central Office. Not too many years ago we functioned more like a 
“mom and pop” store. There were advantages and disadvantages to 
such a system. Staff knew each other better, and our managers could 
tolerate more informality. While we have not yet become a super- 
modern “business office,” we are beginning to use technology and 
information systems in a better fashion. Dr. Robinowitz has been 
working with me to analyze the changes in staff given our growth 
over the past decade and to develop a more rational internal staff 
organization—using a system of clusters of departments, offices, and 
divisions—and reporting practices, which will make for greater ef- 
ficiency and stronger internal communication. She has strengthered 
interoffice working relationships and communication, leading to 
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even more integrated approaches to function and administration and 
to our health policy efforts. Further efficiency measures and reorgan- 
ization wili be needed, but I still enjoy writing individual letters, 
meeting as many APA members as I can, and visiting district 
branches. Nothing pleases me more than learning about issues that 
members face and hearing their suggestions when I visit the individ- 
ual branches. 

There has been a major resurgence of interest in governance over 
the past year. The increased activities of the Assembly Executive 
Committee and its evolution as a major force in the governance of 
the Assembly and the leadership of the Association were reflected in 
its first interim meeting in September 1987 and its expanding role in 
assisting tke Assembly in planning and implementing actions. The 
joint Reference Committee, too, has strengthened the input of the 
voting members while maintaining the importance of the participa- 
tion of coxncil chairpersons, emphasizing its role as “joint,” repre- 
senting both the Assembly and the Board. The joint Reference Com- 
mittee increasingly acts not simply as a referring body but also as an 
initiator and developer of proposals and directions. 

The officers of the Board and Assembly held two planning meet- 
ings this year; the second, a 1-day retreat in January, was the first of 
its kind. Such efforts represent the increased involvement and inter- 
est of the officers, the expanded amount of business on the agenda of 
each Board meeting, and the need to set time aside for reflection and 
strategic planning for the Association. The Board of Trustees has 
discussed how best to involve Area Truszees and Trustees-at-Large in 
this process. To that end, an ad hoc committee of the Board has been 
formed to review these functions and will meet this spring. 

This interest in organization and function is reflected in the on- 
going discussion of subspecialization and liaison by the Assembly 
and ad hoc committees of the Board. District branches and psychi- 
atric organizations are being surveyed to determine their perspec- 
tives on organization, representation, and governance. Meetings 
with the leadership of key psychiatric organizations are being 
planned. The American Board of Psychiatry and Neurology has re- 
sponded positively to our recommendation to initiate development 
of procedures for offering a certificate of added qualifications in 
geriatric psychiatry. In continuing to explore these issues, we will be 
cognizant of the potential fragmentation and divisiveness of such 
efforts and the need to maintain organizational strength while max- 
imizing the input of all concerned. 

Last year I spoke with you about some of the problems involved 
in preparing the revision of the third edition of the Diagnostic and 
Statistical Manual (DSM-III-R). I also discussed concerns about the 
monograph on treatments of psychiatric disorders. I would like to 
express my pleasure and congratulations to the Assembly and Board 
for working so well to resolve the debates on DSM-III-R. The Work 
Group to Revise DSM-III, under the leadership of Drs. Robert Pas- 
nau and Faul Fink, met frequently with Dr. Robert Spitzer and his 
colleagues to deal appropriately with both internal and external 
concerns about the substantive content of DSM-III-R. The tone of 
collaboration and cooperation allowed satisfactory completion of 
the work, providing a useful scientific and professional document. 
While no system is perfect, DSM-III-R provides a convincing posi- 
tive demonstration of psychiatry’s clearer boundaries and the scien- 
tific status of our capacity to make diagnoses. It also is useful in 
American psychiatry’s effort to cope with socioeconomic problems, 
so prominent in today’s struggle to maintain psychiatric benefits. No 
process ends completely; even as we enjoy the completion of this 
project, we have moved ahead to plan for DSM-IV. I am pleased to 
announce that Drs. Pollock and Fink appointed Dr. Allen Frances to 
chair the Task Force on DSM-IV, Dr. Frances has already begun to 
develop an organizational approach for the task, and consideration 
of members of the various work groups focusing on diagnostic topics 
is under way. Additionally, the oversight Committee on Diagnosis 
and Assessment of the Council on Research, chaired by Dr. Layton 
McCurdy, will provide policy direction and leadership. Dr. Frances 
has met with the Assembly Executive Committee and the Board of 
Trustees and will be reporting to the Assembly during this annual 
meeting. Dr. Harold Pincus and his staff have been invaluable in 
providing coordination and support for these important activities. 
The planning process have focused on the best integration of re- 
search and clinical directions in nomenclature and diagnosis, and by 
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providing representation and oversight as part of the initial stages, 
we hope to maintain a high degree of member involvement. This 
effort is another example of the productivity and stature of our 
Office of Research. Working closely with Dr. Herbert Pardes, who 
chairs the Council on Research, Dr. Pincus and his staff have gen- 
erated many new ideas, served as a convenor for a variety of research 
constituencies, and have developed valuable links with a number of 
professional and consumer groups. The continuing excellence of the 
Psychiatric Research Report is a source of pride and satisfaction. 

Another topic that raises concern and interest is our corporate 
activities. As we become more involved in business-related issues, the 
realities of implementation pose problems that we must address in 
both a business-like and professional manner and with sensitivity to 
the special needs of our membership. 

The crisis in medical liability insurance has been marked by ques- 
tions about the availability and costs of general liability insurance in 
this country, and the situation has had a profound impact on many 
APA functions and activities. Just a few years ago we had major 
problems obtaining needed liability insurance for our members. A 
separate corporation was formed—Professional Risk Management 
Services, Inc. (PRMS), under the leadership of Ms. Beverly H. Pat- 
rick—which should serve to meet important needs of our member- 
ship. As a separate and young corporation, PRMS faces problems 
with accountability and the availability of insurance for members 
and must deal with questions about issues specific to the membership 
in such areas as administration and general medical care. In review- 
ing the formation and growth of PRMS, special acknowledgment 
must be provided Mr. Joel Klein, APA Treasurer Dr. Alan Levenson, 
and the APA members involved in the many insurance committees 
for their extraordinary efforts. Our active efforts in this area have 
been vital to our members’ practice. 

As we expand and strengthen these corporate activities, we have 
developed mechanisms to address members’ needs and concerns. | 
have been especially pleased with the work of Ms. Elizabeth 
Thomas, who, in addition to her role as Assistant Director of the 
Office of Membership Services, also serves as the “ombudsperson” 
for APA members in insurance-related matters. Liz has developed 
a strong working relationship with PRMS and has been extra- 
ordinarily helpful in addressing and solving problems related to 
communication and information. Through her efforts, the number 
and intensity of complaints related to insurance matters has fallen 
considerably. 

Unfortunately, the yearly renewal billing notices received in Feb- 
ruary by the 11,000 subscribers to the professional liability insur- 
ance program were confusing. The notices were sent out 90 days in 
advance of the yearly renewal date to comply with multiple state 
regulations. Many members did not understand the rationale for 
such early renewal; others were offended by what they perceived as 
a legalistic tone. Further, many members who responded well within 
the required time period received notices of expiration (not cancel- 
lation), effective May 1. PRMS sent an explanatory memo to all 
professional liability insurance program participants, informing 
them that they had coverage until May 1 and apologizing for both 
the tone and confusion. 

Our efforts in quality assurance have long-range organizational 
implications. Not only is it appropriate for us to be strong advocates 
of high-quality psychiatric treatment but we must endorse appropri- 
ate accountability in justifying the medical need for psychiatric treat- 
ment. As an organization we must continue to address questions 
about confidentiality, utilization—not just peer review—and both 
prospective and retrospective review. These are not simple issues 
with readily visible solutions, but I remain convinced that these 
programs have been a strong force in maintaining insurance cover- 
age for psychiatric care. 

Quality assurance efforts are also closely linked to corporate ef- 
forts and the business world. We (and they) have enjoyed financial 
growth for several years, Our fiscal and substantive success in this 
area has been closely tied to external finances, caseloads, and the 
success of Intracorp as a business enterprise. There was, however, a 
leveling off and then drop in caseload in late 1987, leading to a 
decrease in income (both real and anticipated) and a corresponding 
decrease in overhead contributions to APA. At times we cannot 
predict the budget of the Office of Quality Assurance to the same 


1339 


OFFICIAL ACTIONS 


degree as most other areas of APA, and therefore we need a different 
process for long-term budget planning to deal with the volatility of 
the market and the resulting variation and fluctuation in caseload 
and income. APA, through its commitment to first-rate professional 
peer review and oversight, provides a very high-quality product but 
is also competing with other groups (some of which involve APA 
members), who use less senior and lower-paid personnel for the 
review process. 

Last year I announced the appointment of APA Past President Dr. 
Carol C. Nadelson as Editor-in-Chief of the American Psychiatric 
Press, Inc. (APPI). In the past year she has been extremely active not 
only in broadening and strengthening the ongoing work of APPI but 
also in outreach to develop strong working relationships with po- 
tential authors in this ccuntry and abroad. The APPI Editorial Board 
has been expanded to include experts in a variety of clinical areas. 
Under the able guidance of Mr. Ron McMillen, APPI has begun 
publication of journals, and this expanding effort will provide an 

` opportunity for leadership in such areas as neuropsychiatry, psycho- 
somatic medicine, psychiatric education, and psychotherapy. In its 6 
years of existence, APPI has become well-recognized and highly re- 
garded in the publishing industry. Not only does it have a compet- 
itive edge in psychiatric publications, as evidenced by the content of 
book reviews and sales volume, but its products provide an oppor- 
tunity to negate some of the stereotypes about psychiatry and psy- 
chiatric patients. The appointment of Ms. Karen Loper to head the 
expanded marketing effort has already resulted in new directions, 
and I look forward to informing you about further progress in en- 
suing reports. 

Some of the volatility in the fiscal performance of our subsidiaries 
reinforces my earlier comments to the Budget Committee and Board 
of Trustees that budget planning must be considered in light of 
longer-range performance and that good years are not always the 
norm. While some members have described APPI’s 1987 success in 
publications as a “windfall,” it is important to keep these activities 
in perspective and to avoid overspending during a year of prosperity 
or, conversely, pessimism or despair when times are tight. 

In previous annual reports I have emphasized our activities in 
government affairs and public affairs. Indeed, I still rate these areas 
as having the highest priority because of their ability to produce 
genuine advances in diminishing stigma while increasing access to 
and reimbursement for care. Working in concert with our Commis- 
sion on Government Affairs, Dr. John J. McGrath, chairperson, and 
the other commissioners and network leaders, our Division of Gov- 
ernment Relations has matured into a sophisticated, effective force. 

From my perspective, during this past year we have been more 
successful in our government relations activities than ever before. 
We have begun to develop clear and concrete objectives that have 


had an enormous impact on our members and the patients we treat. , 


The increase in Medicare reimbursement, which was an enormous 
victory and gain for our patients, is a concrete example. While fund- 
ing is still inadequate, the increase documents an awareness of the 
need for psychiatric care for mental disorders of the elderly. Fur- 
thermore, the language in the area of “medical management” has 
evolved, and APA’s proposed definition was included in report lan- 
guage. The proposed Kennedy-Waxman legislation has sparked 
much debate. While it is highly unlikely that the proposal will pass 
this year, its content raises certain conflicts for the Association. The 
proposed federal mandate for 45 days of inpatient care is a marked 
improvement over the original proposal, which contained no cover- 
age for psychiatric care, and Mr. Jay Cutler was instrumental in 
negotiating this change. Of continued concern is the federal man- 
date, which makes more care available to the entire population but 
overrides state mandates, a few of which are greater than the federal 
mandate, and there is fear that some programs may lower their 
coverage. We will continue to monitor the legislation closely and 
work to improve benefits for psychiatric care. 

We have been in communication with the national officers of the 
American Red Cross regarding its discriminatory coverage of mental 
disorders through its health insurance program. Given the unsatis- 
factory nature of their response, we have alerted the government 
relations network to pursue this issue locally. I also will call on the 
good offices of the AMA for its assistance in resolving this inequity. 

We are most fortunate to have Jay Cutler leading our government 
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relations efforts. He is widely respected not only on Capitol Hill and 
in the Administration but by his colleagues as well. The American 
Society of Association Executives awarded him its prestigious 
Award of Excellence in Government Relations. This award honors 
association professionals for significant achievement on specific gov- 
ernment relations issues of importance to their memberships and for 
exceptional management of overall government relations programs 
at the national, regional, and local levels. 

The recent State Legislative Institute is another example of our 
success. Jay Cutler and his staff designed a stimulating and infcrma- 
tive series of sessions, and the attenders were able to interact with 
leaders in local and federal government. During the meeting, Cali- 
fornia Assemblyman Bruce Bronzan received the first Jacob K. “avits 
Award, which honors the late Senator and his meaningful accom- 
plishments on behalf of the mentally ill. Ms. Marian Javits, in in- 
troducing her daughter Carla, who presented the award to Assem- 
blyman Bronzan, noted that Jay Cutler, “in his work with my 
husband, found the means to fund medical education to train phy- 
sicians. He also helped establish programs for the mentally retard- 
ed.... The Senator delegated responsibility to Jay Cutler saying 
“You do what you can for health; you be the Senator of Health, and 
Jay got it done.” I share her pride in our staff and their remarkable 
accomplishments. 

We also have been active in other government arenas, This year 
the appropriations for the institutes of the Alcohol, Drug Abuse, and 
Mental Health Administration (ADAMHA) increased at a rate 
higher than for the National Institutes of Health (NIH), document- 
ing Congress’s increased appreciation of psychiatric research. An 
APA committee has been studying the possibility of transferring the 
National Institute of Mental Health (NIMH) or all three ADAMHA 
institutes to NIH and is carefully reviewing current and past history 
and the impact of the various proposals developed by outside organ- 
izations and consultants. 

Last year, I informed you of the ongoing search for a Director of 
NIMH. I am most pleased that Dr. Lewis Judd was appointed to this 
position; he began work officially in early 1988. He has a weal-h of 
experience and leadership in the research arena and a sensitivicy to 
future needs, and I look forward to our continued collaboration. 

Under the leadership of Dr. McGrath, who is our delegate to the 
AMA, the work of the Section Council on Psychiatry and the visi- 
bility and effectiveness of psychiatry in the House of Delegates has 
expanded. This year, for the first time, the American Academy of 
Child and Adolescent Psychiatry also held a seat in the AMA House 
of Delegates and participated in the Section Council on Psychiatry. 
A resolution initiated by our residents was adopted and imple- 
mented. This year, for the first time, we have a delegate and alternate 
delegate to the newly formed Young Physicians Section. Dr. Mc- 
Grath, in his work as a member of the AMA Council on Legislation 
and as 2 member and then chairperson of a reference committee, has 
demonstrated his wisdom and knowledge. Mr. Cutler has worked 
most effectively with AMA staff in the legislative arena, and I have 
enjoyed and profited from my meetings with Dr. Sammons and 
other specialty society staff. Ms. Carol Davis has provided highly 
sophisticated and effective coordination of all our efforts with the 
AMA and has truly been the “connective tissue” integrating these 
functions. 

We have been similarly successful in our public affairs functions. 
In his capacity as chairperson of the Joint Commission on Public 
Affairs, Dr. Harvey Ruben has provided energetic and wise leader- 
ship, working with John Blamphin, who heads our staff division. 
Collaborative projects with industry have helped us enhance psy- 
chiatry’s image with other physicians and the public. We now have 
an experienced network of trained leaders who can effectively cope 
with all varieties of media. This year’s Mental Illness Awareness 
Week was the most successful ever, and under Paul Fink’s leadership 
we are continuing our campaign against stigma and are exploring 
the development of a telethon to provide funding to address psychi- 
atric disorders. 

Of our more than 34,000 members, over 5,300 are residents. 
These residents remain active in the Association after completion of 
their training. This year marks the first official service of a Member- 
in-Training Trustee and Member-in-Training Trustee-Elect in addi- 
tion to active resident participation in the Assembly and Area ceun- 
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cils. There also is interest in developing a component for or on young 
psychiatrists. This group would both interact with its companion 
component on young physicians at the AMA and address the par- 
ticular needs and issues related to younger psychiatrists as they enter 
practice. The proposed component would address the transition 
from training to practice and special concerns and issues affecting 
younger members (e.g., new systems of care delivery, subspecializa- 
tion). Our retention of residents after training is excellent, and the 
Board of Trustees demonstrated awareness of special issues for this 
population by adopting a graduated dues schedule for the first years 
after residency. Our studies of member retention (at all levels) have 
emphasized the importance of the district branch dues structure in 
membership stability. 

Our yearly census of all psychiatry residents documents the in- 
creasing number of medical students choosing psychiatry. This year, 
once again, the largest number of medical students ever chose first- 
year positions in psychiatry through the National Resident Match- 
ing Program. This interest has been marked by greater satisfaction 
with the newly revised match plan (developed by a consortium of the 
American Association of Directors of Psychiatric Residency Train- 
ing, American Association of Chairmen of Departments of Psychi- 
atry, Association for Academic Psychiatry, and APA), which has 
resulted in a program that allows for matching at both the first and 
second postgraduate years. Psychiatry residents also noted greater 
satisfaction with the field (considerably fewer leave psychiatry for 
training in other specialties) and greater interest in combined resi- 
dencies or postresidency subspecialty training. The residents them- 
selves are bright and articulate and bring a special vitality to the 
Association. 

While Dr. Spurlock and her staff have been active in many areas, 
providing voice, support, and recognition of minority issues and 
those affecting children and their families, their contributions to the 
residents’ fellowship programs have been especially meaningful to 
these residents and to those of us who interact with them. Dr. Spur- 
lock has been especially involved in a number of representational 
and liaison efforts, dealing with medical, mental health, and advo- 
cacy groups. 

Dr. DeLalla has been a most effective Director of the Office of 
Membership Services. I am pleased to note that she was awarded a 
doctorate last year on the basis of her thesis “Gender Differences in 
the Relationship Between Psychosexual Orientation and Adjustment 
in a Professional Career.” She and her staff have made a special 
effort not only in recruitment and retention of members and in main- 
taining a strong working relationship with district branches but also 
in providing the highest quality of communication and services to 
our members. 

Also gratifying has been the significant number of members who 
vote in our elections for APA officers and Trustees. This year the 
number and percentage of voters increased from 1987, although 
they did not exceed the figures in 1986, which was the all-time high. 
We remain one of the few large national organizations that conducts 
an election open to the entire membership. 

This is Dr. Robert Hale’s final year as chairperson of the Scientific 
Program Committee. Under his direction, the program at the annual 
meeting has expanded in content and sophistication. There has been 
more integration of research findings into the scientific educational 
program and more emphasis on interactive and participatory ses- 
sions for clinicians. Dr. Hale’s effective and highly organized lead- 
ership has done much to strengthen our annual meeting as a high 
point of the year’s function. It is a mirror of directions for the field 
and a proactive and integrating force. The 1988 scientific program 
theme, “Opportunities and Challenges for Psychiatrists 1988- 
2000,” sets the tone for our future work. Dr. Allan Tasman has been 
appointed as his successor and, with members of the Scientific Pro- 
gram Committee and the Local Arrangements Committee, has al- 
ready begun planning for the 1989 meeting in San Francisco, which 
promises to be of high quality and high attendance. 

None of the success of the annual meeting would have taken place 
without the devoted efforts of the staff. In particular, I would like to 
recognize Ms. Carol Davis, who has provided oversight, support, 
and her special know-how and experience in so many areas; staff of 
the Office of Meetings Management; and the remarkable organiza- 
tional efforts of Ms. Cathy Earnest, who heads the Office to Coor- 
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dinate the Annual Meeting. Their creativity and resilience enable us 
to handle this complex, multifunctional, large scale event in a way 
that provides opportunity for each attender to have an enjoyable and 
useful educational and social experience. 

We similarly are pleased with the Hospital & Community Psychi- 
atry Institute. Not only did the 1987 Institute held in Boston attract 
the largest number of attenders ever but the participants’ high degree 
of satisfaction reflected the depth and diversity of the program con- 
tent and the opportunities for active interaction among attenders 
and presenters. ; 

The journal Hospital & Community Psychiatry also has grown in 
quality and stature and reflects the scientific directions of the field. 
The excellent working relationship between the Managing Editor 
and Editor, Ms. Teddye Clayton and Dr. John A. Talbott, respec- 
tively, has been a model of staff and member collaboration. 

The Psychiatric News Editorial Advisory Board, chaired by Dr. 
George Tarjan, has been reviewing both the policies and content of 
Psychiatric News. Consultants from other publications (e.g., Sci- 
ence, AM News) have provided valuable input. Under the leadership 
of Dr. Robert Campbell and Executive Editor Mr. Herbert Gant, 
Psychiatric News is demonstrating an increased emphasis on meet- 
ing members’ informational needs. 

One of the most exciting events in the past year was the 2-day 
conference “The Future of Psychiatry,” cochaired by Past Presidents 
John A. Talbott and Carol C. Nadelson. Conference participants 
discussed future directions of clinical services and research and the 
impact of economic finances and recommended ways to improve 
psychiatric education and APA organizational structure and to 
strengthen the quality of services and accessibility of care. Particu- 
larly satisfying was the cosponsorship and active participation of 
many national psychiatric organizations. 

The APA Ethics Committee also has been concerned with the 
future of practice and the impact of the new economic systems on 
care. For that reason, the committee held a conference last year in 
collaboration with the Hastings Center—with cosponsorship from 
the National Association of Private Psychiatric Hospitals, the Shepp- 
ard and Enoch Pratt Hospital; the Institute of Living, and the Vista 
Hill Foundation—to discuss psychiatric ethics and the new econom- 
ics. The topics included ethical traditions of psychiatric care and new 
economic realities; the impact of preferred provider organizations, 
health maintenance organizations, and private for-profit hospitals; 
the doctor-patient relationship and the new institutions; the psy- 
chiatrist as a double agent; patients, the public good, and the re- 
consideration of psychiatric duties; and legal liability and ethical 
responsibility. 

We have been very pleased with the development of our Office of 
Information Systems. Under the leadership of Dr. William More, we 


_have developed innovative approaches to information services for 


our members, Our ability to communicate and to collect and retrieve 
information has expanded immensely. Although we are just begin- 
ning to use the available technology, APA has been cited as a “‘show- 
piece” specialty society by the Digital Equipment Corporation on the 
basis of the excellent format for registration for the annual meeting 
and the ongoing routine work of the Association regarding member 
communication, dues billing, accounting and financing, and so 
forth. Dr. More is nationally recognized as a medical statistician and 
has been an excellent resource in our information activities; we hope 
next year to bring you a report on greater expansion in that area. We 
believe that in the future communication and information will be an 
important base of our function. 

Ms. Zing Jung and her staff in the Library have been instrumental 
in bringing information to our members. Working with Dr. More, 
they have developed data bases containing APA position statements, 
prepared indexes of our actions and of articles in Psychiatric News, 
and engaged in searches and prepared bibliographies at members’ 
request. Such efforts are unique and highly valued by the recipients, 
who through our Library have access to the full range of the liter- 
ature and information available. 

Our project with the Social Security Administration to evaluate 
Social Security disability criteria was completed in late 1987. After 
Dr. Sharfstein’s resignation, Dr. Pincus undertook supervisory re- 
sponsibility, working closely with Ms. Cille Kennedy, director of 
research and training for the project, Dr. Howard Goldman, and 
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other member participants. I was pleased to note the active involve- 
ment of district branches in the implementation of the study; the 
collaboration between the national steering committee and the local 
members was excellent. 

I also am mindful of many members and staff who have devoted 
their energy and wisdom toward integration, coordination, and 
unity. In a very special way, Ms. Jeanne Robb and the Office to 
Coordinate the Board aad Assembly epitomize the many functions 
carried on within APA. These forces also are reflected in our jour- 
nals, our other publications, and, perhaps most clearly, the national 
scientific meetings of the Association. 

Also deserving of special mention this year is the sustained, re- 
markably high-level contribution of Mr. Joel Klein (and other mem- 
bers of the law firm Orek, Klein & Farr). I already have alluded to 
Mr. Klein’s work on professional liability insurance, but he also 
deserves praise for his work with our Commission on Judicial Ac- 
tion. (Dr. Paul Appelbaum has been a most effective leader of this 
component.) Mr. Klein has been a valued friend and counselor 
through a number of difficult and thorny decision points. 

Among my own special areas of interest, a number of interna- 
tional responsibilities are to be noted. I particularly have enjoyed 
being active in the World Psychiatric Association and chairing the 
work group charged to prepare a new structure for the organization, 
Our Office of International Affairs has matured and become widely 
respected under the leadership of Ms. Ellen Mercer, and this remains 
a source of special pridz and satisfaction for me. I also am pleased 
that the Regional Sympesium of the World Psychiatric Association 
(WPA) to be held in Wasaington, D.C., Oct. 13-16, 1988, which we 
are hosting, promises to be a most stimulating program. Ms. Mercer 
was instrumental in arranging the visits of Dr. Koryagin both last 
year and in December of 1987, and she and her staff have provided 
assistance for psychiatrists in this country and abroad in matters 
related to education, traascultural practice, and care. The focus of 
the WPA Regional Symposium will be on advances in psychiatric 
research, and there are zo be excellent invited speakers and sympo- 
sia; our joint meeting w:th the Chinese Medical Society in August 
1988 also promises to prove a stimulating and invigorating experi- 
ence and interchange w:th our Chinese colleagues. 

As always, we have been very active in international affairs. The 
votes on our relationship with the Soviet Union are being counted as 
chis report is prepared. We are, however, concerned that we main- 


Report of 


The Assembly: Federation or Confederation? 


For several years ther2 has been debate about whether the com- 
position of the Assembly should be changed. This concern emanates 
from increasing apprehension that various interests within American 
psychiatry are not being served adequately and as a result may aban- 
don APA in favor of independent endeavor. The fountainhead of this 
mounting anxiety is the trend toward subspecialization and the 
growth of psychiatric special interests, scientific and otherwise. 
‘Those who favor reorganizing the Assembly argue that changing 
times demand it abandon its current geographic complexion in favor 
of one that is specialty oriented, whereas those who oppose revision 
believe the Assembly as presently constituted is the best system to 
represent the majority ot APA’s membership. 

This report is an attempt to outline some of the pros and cons of 
the issue. I shall also use the prerogative of the Speaker to express in 
it personal opinions on the subject. 
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tain the strongest possible stance against psychiatric abuse in any 
country, including our own, while at the same time we appreciate the 
need for ongoing scientific discussion. 

In my judgment, none of these many functions could be carried 
out effectively without a sound fiscal structure. This is, indeed, a 
monumental effort. We have become involved in a variety of activ- 
ities that are more difficult to predict than our more circumscribed 
objectives of only 5 years ago. We are involved in a building venture, 
a publication corporation, a larger insurance corporation, diverse 
contracts, and many other activities in addition to our more radi- 
tional functions. I am very grateful to our Treasurer (Dr. Alan Lev- 
enson), the chairperson of our Budget Committee (Dr. Steven Sharf- 
stein), and the many other members who have played key roles in 
ensuring income for the Association and regulating our expenses. 
Dr. Jack White and Mr. Robert Milanicz and the staff involved in 
budget implementation also have done an excellent job. Mr. David 
McClanahan and Ms. Davis have contributed enormously t> the 
day-to-day smooth functioning of my office. Dr. Robinowitz in her 
staff role also has contributed to this integrative effort, which, in my 
judgment, shows APA at its working best. 

Comments about “the best in APA” are a good link to my belief 
that we have been very fortunate in our choice of leaders. Our 
President, Dr. George Pollock, has been an outstanding leader whose 
wisdom and good judgment have been so important to our functions 
and our future. The scope of his activities and breadth of his eforts 
have been a model for us all. Our Speaker, Dr. Irvin Cohen, also has 
been exemplary. His sensitivity to and knowledge of Assembly 
moods, directions, and needs reflects his service to the Association 
and the Assembly, as well as his insightful awareness of the issues 
facing psychiatry. It has been a privilege to work with all members 
this year toward a stronger and more effective APA, and I anticipate 
an excellent alliance with our next President, Dr. Paul J. Fink, and 
with our incoming Speaker, Dr. Jack McIntyre, and all the other 
APA members who serve the Association and the field so ably. 

Extensive reports on the individual staff departments are available 
from the Central Office. They attest to the diversity, enormity. and 
complexity of staff efforts and demonstrate our commitment to 
strengthening the field and supporting our members and the patients 
they serve. It is a privilege and pleasure to be Medical Director of 
such a strong and vital organization. 


MELVIN SABSHIN, M.D. 


the Speaker 


Finding the bes: formula by which to represent simultaneously the 
membership at large and the other psychiatric groups to which mem- 
bers may concurrently belong is no new problem to APA. In fact, 
there are parallels from the past that almost duplicate dilemmas we 
now face. An early attempt to find a solution occurred in 1926 when 
the By-Laws were changed to provide for “sections,” which would 
be any national society that wished to become an integral part of 
APA (1, p. 354). Nine years later this arrangement was abandoned 
and replaced by “affiliate societies.” Affiliate societies were com- 
posed of psychiatrists and interested members of allied professions, 
generally neurology and neurosurgery and often internal medicine 
and pediatrics. In contrast, “district branches” were to be composed 
of only APA members. It is interesting that in 1944 a resolution was 
submitted to the Council of the APA, later renamed the Board of 
Trustees, urging greater attention to the professional needs of Army 
and Navy psychiatrists, certainly reminiscent of the current effor-s of 
military psychiatrists to secure better representation in APA. Mem- 
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ber discontent generally was growing about that time, and in the 
same year a “Committee on Reorganization,” chaired by Karl Men- 
ninger, was appointed to devise a more democratic governance. Four 
years later, in 1948, the committee propcsed as a possible model the 
structure of the Americdn Medical Association and its House of 
Delegates, but this suggestion was rejected because of prevailing 
animosity toward the AMA, which many felt had rejected psychia- 
try. In 1952 a plan was accepted to establish a collective body of 
district branches to be known as the “Assembly of District 
Branches,” and the first meeting was held in Los Angeles in May 
1953. It was attended by delegates from 16 district branches, all of 
which were organized around political boundaries, i.e., states. Thus, 
the concept of the Assembly as a regionaily oriented body was born. 
In 1960 a rule was passed that membership in the local district 
branch was required for APA membership. This eliminated the 
Member-at-Large category, effectively doomed the affiliate societies, 
and strengthened the geographically centered district branches. 
Later, almost 30 years ago, former Speaker Walter Obenauf wrote a 
paper titled “The District Branch of the APA: Its Origin, Present 


Status, and Future Development” (2), in which he mourned the loss ' 


of the medical liaison we had developed in the affiliate society. He 
went on to say, “If psychiatry, through the Association, is to provide 
leadership in the fight against mental illness, it would seem that we 
will be called upon to do somewhat more than might be expected of 
an organization concerned only with scientific matters.” How 
prophetic! 

Incorporating external organizations into APA remains un- 
planned and unsystematic. Establishing liaison relationships with 
nonpsychiatric groups has been even more haphazard. The immedi- 
ate past Speaker, Roger Peele, in his classic paper “Being a Light- 
house,” identified over 40 psychiatric organizations outside APA (3). 
That number has since been enlarged to nearly 150, according to the 
Ad Hoc Committee on Liaisons. They have been informally repre- 
sented in APA circles largely through APA members who also hap- 
pen to belong to them. Until now primary identification with APA 
has been the modus vivendi of the APA member; membership in 
other psychiatric groups has been of secondary importance. This has 
strengthened APA and given it the scientific prestige and political 
power it now possesses. Indeed, it is that very identification which 
opponents of change fear will be lost should subspecialty groups 
come to dominate the organization. The recent endorsement by APA 
of a certificate of added qualifications in geropsychiatry, which 
amounts to tacit acknowledgment of subspecialization as a growing 
force, and the requests of other groups for at least similar recogni- 
tion have made more urgent the need for solution. The Ad Hoc 
Committee on Liaison Activities, chaired by President-Elect Paul 
Fink, has begun an in-depth study of the problem of integration and 
is attempting to ascertain the level of interest of subspecialty groups 
in affiliating with APA. In June 1987 the committee issued a prelim- 
inary report suggesting three possible models for integration/affilia- 
tion/assimilation: 1) a separate structure similar to the Assembly to 
house them, 2) appointment of five to 10 permanent subspecialty 
committees under one or more existing councils, and 3) expansion of 
the Assembly to include them. 

Expanding the Assembly to include groups other than geographic 

has in fact been occurring for several years, first with the addition of 
five minority groups, subsequently the homosexually-identified 
group, and most recently the Members-in-Training. Whether to ad- 
mit subspecialty groups has been discussed by the Assembly Com- 
mittee on Planning since 1984, when this radical idea was proposed 
to it by Fred Gottlieb, then Speaker of the Assembly, as part of his 
extensive reorganization plan. The proposal did not gain much sup- 
port within the committee, nor has it since met with much enthusi- 
asm among Assembly members in general. However, the Assembly’s 
recent endorsement of a certificate of added qualifications in gero- 
‘psychiatry may imply an even broader change in attitude toward 
subspecialties and greater receptivity to the idea. A survey instru- 
ment has just been developed by the Committee on Planning to 
assess district branch sentiments, and the results of the survey should 
have great impact on Assembly choice. 

Thus, the Assembly soon may be confronted with a serious deci- 
sion: to remain a federation or become a confederation. A federation 
is an alliance of groups having essentially identical structures and 


Am J Psychiatry 145:10, October 1988 


OFFICIAL ACTIONS 


origins. A confederation is an association of dissimilar groups or- 
ganized into a political unity. While the term “federation” as just 
defined does not strictly fit the Assembly because it contains minor- 
ity/underrepresented groups and Members-in-Training in addition 
to the 76 district branches, it basically meets the definition. 

Arguments often cited in favor of converting the Assembly into a 
confederation include the following. 

1. Direct representation of specialty organizations will enhance 
the deliberative processes of the Assembly because input will come 
from a broader spectrum of the membership. 

2. Subspecialization is inevitable and inexorable. Psychiatrists 
will tend increasingly to move toward subspecialty identification and 
away from the general psychiatrist label. If they are not given ade- 
quate voice in APA, flight will surely occur. 

3. Fears that the Assembly would become overburdened and un- 
wieldy are exaggerated. This has not happened in the AMA House 
of Delegates, and safeguards against it can be built in before expan- 
sion is undertaken. 

4. It will give recognition to the legitimate aims of a significant 
sector of the membership and provide opportunity for articulation of 
their needs. 

5. The predominant political power will remain with the district 
branches, just as it has in state societies in the AMA House of 
Delegates. 

Arguments that favor retention of the present format and continu- 
ing as a federation of district branches include the following. 

1. The vast majority of American psychiatrists view themselves as 
belonging to geographical units that sequentially enlarge and ulti- 
mately become a national organization (chapter—district branch— 
Area council—Assembly—Board of Trustees—national association). 
This has provided a core of strength and unity extending afferently 
and efferently from the grass roots to the highest echelons of APA 
governance. The system works, and we should not tinker with it. 

2. The vast majority of APA members are general psychiatrists, 
not specialists. Conferring membership in the Assembly on the spe- 
cialties will give them a disproportionately strong voice in the affairs 
of the Assembly and ultimately in forming APA policy and deter- 
mining the direction of the Association. 

3. Enhancing the power and stature of subspecialty groups will 
inevitably dilute member identification with the parent organization. 
Ultimately, it will fractionate the membership and weaken the 
organization. 

4. Subspecialty and other subgroups tend to be dominated by 
members of the academic and institutional communities. The As- 
sembly was established because APA was seen as undemocratic, and 
its ascendancy in the Association has been a struggle. The voice of 
the practicing psychiatrist has been hard won, and this must not be 
threatened. 

5. The scientific underpinnings of psychiatry are far from fully 
developed, so dividing the field into subspecialties now is artificial 
and premature. Certainly it does not justify drastic renovation of so 
major a component as the Assembly. 

Despite my own strongly regional origins and early resistance to 
any substantial change in the character of the Assembly, I find my 
deliberations now lead me to favor change. Subspecialty and other 
subgroups should be absorbed into the Assembly structure. The As- 
sembly can expand and still retain its strongly regional character. 
For many years it has striven to become the policy-making body of 
the American Psychiatric Association—in other words, its legisla- 
ture. There has been some resistance to this evolution, and, admit- 
tedly, many practical problems exist that would have to be solved 
first. Despite obstacles, there has been progressive movement in that 
direction. At this time APA is de jure unicameral, with the Board of 
Trustees exerting both executive and legislative functions. It is sure 
to become bicameral, with the legislative functions invested in the 
Assembly and the executive functions invested in the Board. Broad- 
ening representation in the Assembly to include a comprehensive 
spectrum of the membership will ensure that this happens. It is also 
insurance against the future, in the sense that should psychiatry in 
time become totally subspecialized, as is predicted, the Assembly will 
have positioned itself to accommodate the changing course. 

The guidelines for specialty representation in the Assembly should 
be sufficiently rigid to screen applicants accurately and fairly and 
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should not exist for the sole purpose of limiting the size of the 
Assembly. We should follow closely the deliberations of the AMA’s 
Council on Long-Range Development as it makes corrections ina 
process we are just beginning to confront. 

I do not believe setting up a separate body similar to the Assembly 
to house the subgroups would be a wise course to take. A parallel 
organization would not only compete for attention but would re- 
quire services already provided in the existing Assembly structure, 
hence adding materially to expense. More important, a competing 
organization would divide loyalties and thereby fragment the na- 
tional organization. 

In summary, confluence of a variety of forces and factors has now 
made it imperative tha: we solve a problem which has faced APA for 
at least 40 years. To name a few, these forces and factors include 
recognition of the need for effective liaison relationships with ex- 
trapsychiatry groups and a growing number of psychiatric special 
interests, the growth of subspecialization in psychiatry, and the re- 
cent endorsement after intensive study of a certificate of added qual- 
ifications in geropsychiatry and all that endorsement portends. But 
most important is the question we always ask ourselves: Are all 
elements of American psychiatry adequately represented in the halls 
of the American Psych:atric Association? The Assembly must play a 


decisive role in solving this problem, for in its founding it accepted 
permanent responsibility for and commitment to the interests of 
every member of the Association. 

Being Speaker of the 1987-1988 Aaa of District Branches 
has been one of the most exciting and gratifying experiences of my 
professional and personal life, and I thank you all for both the 
compliment you gave me and the marvelous opportunity to serve 
you. 
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IRVIN M. COHEN, M.D. 


Report of the Speaker-Elect 


Over the past year as Speaker-Elect I have been privileged to serve 
on the joint Reference Committee as vice-chairperson, to participate 
in meetings of the Association’s officers, the Board of Trustees, and 
the APA Budget Committee, and to serve on a number of Assembly 
components. The chairperson of the joint Reference Committee is 
the President-Elect, and hence in that setting and in the appointment 
process the Speaker-Elect works closely with the President-Elect. It 
has been a delight to serve with Dr. Paul Fink, whose vigorous 
leadership and enthusiasm have been truly inspiring. 


Appointment Process 


The appointment process is complex and at times difficult because 
of the number of variables to be considered if we are to have an 
optimally functioning organization and because of the large number 
of our members who volunteered to serve. Having more volunteers 
than open positions refects a strength of APA—namely, the number 
of highly qualified and motivated members who want to participate 
more fully in the organization. 


Growth 


The past 10 years have been a time of tremendous growth for our 
Association. A decade ago our membership just exceeded 24,000, 
and now we have more than 34,000 members. The Assembly is well 
aware of the fact that a major component in this growth has been the 
recruitment of residents and, more recently, medical students, and 
these two groups now number approximately 6,000. We are all 
convinced that this bedes well for the future of APA. A related 
phenomenon is the large number of younger members; the average 
age of APA members is now 49.4 years, and 51% of our members 
are between 30 and 49 years of age. 

Of course, the organization has grown in ways other than the 
membership rolls. In 1978 the APA budget was slightly over $7 
million, and this year it exceeds $20 million. In 1978 there were 125 
APA staff members, and this year there are 261. In the 1980s APA 
has developed a number of corporate activities, initially American 
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Psychiatric Press, Inc. (APPI) and the Quality Assurance Program 
and more recently Professional Risk Management Services (PRMS). 
These specific ventures and the general issue of income production 
and activities not directly controlled by the membership have ap- 
propriately been extensively discussed in the Assembly and will con- 
tinue to be high on our list of priorities. The recent unfortunate 
blunders in the renewal billing notices in the professional liability 
insurance program resulted in considerable distress and dissatisfac- 
tion for the members participating in what otherwise appears to be 
a very solid program with potentially considerable long-range ben- 
efits for many of our members. 

There are a number of factors, some internal and some external, 
responsible for the vigorous growth in all of these areas of APA, bur 
clearly one of the most important factors is the extraordinary vision 
and leadership of our Medical Director, Dr. Melvin Sabshin. It has 
been a delight and an education for me to have worked closely with 
Mel over the past year. 


Governance Structure 


Members-in-Training. The Board of Trustees and the Assembly 
have instituted changes to more fully integrate the Members-in- 
Training into the governance of our organization, i.e., the Member- 
in-Training Trustee and Trustee-Elect, Member-in-Training repre- 
sentative and deputy representative in the Assembly, and the Area 
Member-in-Training representatives and deputy representatives. At 
this meeting we are attempting to resolve a specific item related to 
this general issue—namely, the funding for Area Member-in- 
Training representatives and deputy representatives to attend the 
May Assembly meetings. 

Young physicians. At the joint Reference Committee meeting in 
January information about the newly established AMA Young Phy- 
sicians Section was presented, and the joint Reference Committee 
and subsequently the Board of Trustees voted to appoint a delegate 
and alternate delegate to the AMA section meeting and, with the 
Assembly’s help, to establish an APA component or develop some 
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other mechanism to address the needs and interests of these young 
physicians. 

In addition to the groups represented on the basis of age and 
training status, over the last several years the Assembly has struggled 
with and benefited from addressing representation of minority and 
underrepresented groups and foreign medical graduates (more re- 
cently called “international medical graduates”). I will return to this 
issue later in this report. 

Assembly Executive Committee, In September of 1987 the Assem- 
bly Executive Committee had its first fall meeting in preparation for 
the November Assembly meeting. On the Sunday after the Assembly 
meeting the Assembly Executive Committee met again, in part to 
consider ways to expedite the recently passed Assembly actions. 
These added meetings were a direct outgrowth of the recognition of 
the need for the committee to be more deliberative and influential to 
better serve the Assembly, the district branches, and the Association 
as a whole. Both of these meetings were very helpful, and this sched- 
ule will be continued. Clearly, the Assembly will need to consider the 
limits of the Assembly Executive Committee’s authority, and this 
issue will be further discussed in the Assembly Planning Committee 
and in the Assembly Executive Committee and then returned to the 
Assembly. 

Operation fundladvocacy projects/CAPP v. Rank. Two other im- 
portant changes in the structure and functioning of the Assembly this 
past year were the establishment of an Assembly operating fund and 
the initiation of district branch advocacy projects sponsored by the 
Assembly, aided by the Assembly Executive Committee, approved in 
principle by the Board of Trustees, and overseen by a joint Assembly/ 
Board committee. A related issue stimulated by CAPP v. Rank was 
a decision by the Board of Trustees on the recommendation of the 
Assembly to consider APA involvement in judicial matters in the rare 
instances in which district branches get involved as parties. Most 
APA involvement in judicial matters will continue to be as an 
amicus, but the recent expansion of involvement, which the Assem- 
bly felt was clearly necessitated by the specifics of the case, has 
significant implications, and the Board of Trustees and the Assembly 
will be further considering guidelines and mechanisms for address- 
ing these needs. 

Joint Reference Committee. In his Speaker-Elect report last year, 
Dr. Irvin Cohen reviewed the evolution of the joint Reference Com- 
mittee and its relationship to the Assembly. These issues were also 
discussed at length at the October 1987 meeting of the joint Refer- 
ence Committee and were reported to the Board of Trustees in De- 
cember 1987. In the joint Reference Committee meeting in January 
1988 these issues were again reviewed, and the joint Reference Com- 
mittee recommended that it meet jointly with the Assembly Execu- 
tive Committee in the first quarter of 1989 and that each committee 
hold separate meetings before and after the joint meeting. In March 
the Assembly Executive Committee voted in favor of such a joint 
meeting, and both groups are optimistic that the meeting will result 
in increased understanding of each other’s operation and more effi- 
cient collaboration. 

As interesting as issues concerning structure are, they are ulti- 
mately only important to the extent that they affect the organiza- 
tion’s ability to deal with content. I will briefly share my perspective 
on three issues that have been and will continue to be major foci of 
study/action for the Assembly and for the Association as a whole: 1) 
subspecialization, 2) liaison-affiliation-assimilation, and 3) access to 
quality care, 


Issues 


Subspecialization. In December 1987, on the recommendation of 
the Assembly, the Board of Trustees voted to communicate to the 
American Board of Psychiatry and Neurology its support for the 
development of added qualifications in geriatric psychiatry. This was 
a major step for the Association and for the field and will probably 
have a greater effect on practice and education in psychiatry than 
any other issue we are likely to discuss over the next 5 years. Psy- 
chiatrists who work in the area of alcoholism and substance abuse 
and, to a lesser degree, forensic psychiatrists have also expressed 
interest in moving toward subspecialty certification or added 
qualifications, É 
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At the December meeting, also on the recommendation of the 
Assembly, the Board of Trustees voted to send a communication to 
the Residency Review Committee emphasizing the importance of 
increased training in geriatric psychiatry during general residency 
training. Many members of the Assembly felt that this was an im- 
portant “companion” to the recommendation for added qualifica- 
tions in geriatric psychiatry because it emphasized the relevance of 
issues concerning the elderly in the education of all psychiatrists and 
reinforced the continuing validity of the notion of a generalist. The 
Ad Hoc Committee to Study Subspecialization, chaired by past As- 
sembly Speaker Dr. James Trench is exploring 1) criteria for deter- 
mining whether a group is ready for consideration of subspecializa- 
tion or added or special qualifications and 2) defining the APA 
governance process for pursuing these matters. There is certainly a 
need for focused expertise to optimally assimilate the exponentially 
increasing knowledge base, foster research, improve education, and 
provide the highest possible level of specialized care to our patients. 
At the same time we must ensure that most of our residents are 
broadly educated, that we do not become so specialized that we need 
interpreters to talk to one another, and that a typical patient does 
not need numerous psychiatrists to deal with the various aspects of 
his or her illness, In the outstanding 1986 Seymour D. Vestermark 
Lecture (1), Dr. Morton Reiser addressed some of these issues, es- 
pecially as they affect psychiatric education. 

Liaison-affiliation-assimilation. Dr. Roger Peele, in his already 
classic “Lighthouse” paper of May 1987 (2), brilliantly presented 
the options the Association has in relating to subspecialty/special 
interest groups of psychiatrists. Many of us have beccme convinced 
that “assimilation” should be the goal of APA—both for the benefit 
of our organization and, even more importantly, for the continued 
development and effectiveness of our profession. However, even for 
those who are convinced of the wisdom of the assimilation option, 
the route to achieve that goal is not clearly defined. 

The Assembly Planning Committee is presently surveying district 
branches to gather information concerning the involvement of sub- 
specialty/special interest groups at the local level and to elicit opin- 
ions concerning nongeographic representation in the Assembly in 
specific and APA in general. 

An appealing option is the reorganization and expansion of our 
councils to include representation (selection? election?) from other 
psychiatric organizations. In this model the Council on Aging, for 
example, would have one or more representatives from the Ameri- 
can Association for Geriatric Psychiatry and other geriatric psychi- 
atry organizations. As was noted in the January meeting of the joint 
Reference Committee, the appointment process has been used in an 
informal, ad hoc way to achieve this goal, placing other organiza- 
tions’ representatives on components as members or consultants. 

The “expanded council” model is compatible with continuation 
of the Assembly as largely geographically based. (The Assembly has, 
in my opinion, wisely not adhered absolutely to geography but al- 
lowed some exceptions while maintaining the basic character of 
geographic representation.) One advantage of geographic represen- 
tation is that it can be a counterbalance to the increased fragmen- 
tation of our professional identity. This type of representation em- 
phasizes that, regardless of our subspecialty interests, the uniformity 
of our core ensures that all the psychiatrists in a given locale have 
one representative to our national association. 

The Ad Hoc Committee on Liaisons (recently expanded with ad- 
ditional Assembly representation) is considering strategies to elicit 
input from other psychiatric organizations as to how and to what 
degree they would like to relate to or be part of APA and will report 
to the joint Reference Committee, the Assembly, and the Board of 
Trustees. 

Access to quality psychiatric care. This phrase summarizes some 
of the central objectives of our organization. Maintaining and im- 
proving the quality of psychiatric care necessitates excellence in re- 
search, education, and setting and maintaining standards. These are 
extremely important issues, and there are significant developments 
in each of these areas within APA. For example, the Office on Re- 
search is expanding under the capable leadership of Dr. Harold 
Pincus, and Dr. Carolyn Robinowitz continues to be a guiding light 
in a broad range of educational matters (as well as providing excel- 
lent leadership throughout the Association in her role as Deputy 
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Medical Director). However, at this time I would like to focus briefly 
on-the access issue, which has been repeatedly addressed by the 
Assembly. 

I will further limit zhe discussion by not commenting on man- 
power issues, including our relationships with other mental health 
professionals. Even if the complex manpower issues are addressed, 
access can be, and is, limited by attitudes and by stigma. The efforts 
of the Joint Commission on Public Affairs and the Public Affairs 
Division under Mr. John Blamphin are resulting in significant gains 
in this struggle, and we will undoubtedly take further steps forward 
this coming year under Dr. Fink’s presidency, the theme of which is 
“Overcoming Stigma.” Patient advocate groups, including the Na- 
tional Alliance for the Mentally Ill and the revitalized Mental Health 
Associations, are making a tremendous impact and deserve our en- 
thusiastic support. 

Access is certainly blocked by longstanding discriminatory insur- 
ance reimbursement policies and, more recently, by managed care 
systems that ignore, trivialize, or mistreat the mental health needs of 
their enrollees. The Council on Psychiatric Services recommended, 
and the joint Reference Committee and Board of Trustees approved, 
the establishment of a conference titled “Psychiatrists, HMOs and 
Other Managed Care Settings—-Resource Symposium.” In my opin- 
ion, a vigorous and higk-quality quality assurance program, as now 
exists under the direction of Mr. Norman Penner, is an important 
and helpful component of our Association’s response to these 
challenges. f 

We are all aware that the government’s role in determining access 
to quality health care is 2xtensive, and APA is fortunate to have Mr. 
Jay Cutler as leader of its Division of Government Relations. The 
division’s expertise and effectiveness are widely recognized, as is 
evidenced by the 1987 Award of Excellence of the American Society 
of Association Executives. The recent expansion of psychiatric ben- 
efits in the Medicare program despite the overall cost-cutting policies 
is a concrete example cf the efficacy of the Division of Government 
Relations in collaboration with a number of individuals and organ- 
izations. Ahead lie such thorny issues as “medical management” and 
minimal health insurance acts. Because of their complexity and im- 
portance, these issues have at times generated heated debate in the 
Assembly and other components. These debates, if they do not di- 
minish our effectiveness externally, are healthy and invigorating and 
sharpen our focus. Speaking to this issue at its March meeting, the 
Board of Trustees encouraged the enunciation of clear public policies 
while allowing flexibility for negotiations on specific bills or issues. 


An important aspect of this discussion, which will require farther 
clarification in the coming year, is the relationship of the Assembly 
and the Joint Commission on Government Relations. As a final note 
on this topic, I encourage as many of our members as possible to join 
the Corporation for Advancement of Psychiatry (CAP) and scpport 
its political action committee (PAC). 


Conclusion 


The Association has been fortunate to have Dr. George Pollock as 
President and Dr. Irvin Cohen as Speaker over the past year. 
Throughout the year Dr. Pollock strove to ensure that the Assembly 
was fully participating in the governance of the Association. The fact 
that the Assembly budget for 1988 was increased 26% over 1987, 
compared to the overall APA budget increase of 8.7%, reflects the 
high priority of Assembly business in the overall governance of the 
Association. 

The contributions of the Central Office staff are essential to the 
functioning of the Assembly and the mental health of its officers. Ms. 
Corky Hart’s integration of material at the joint Reference Commit- 
tee meetings, Ms. Lea Mesner’s shepherding of the work of the 
Board of Trustees, and Ms. Amy Conrick’s overall extensive admin- 
istrative support for the Assembly have all been extremely helpful. ` 

Anyone associated with the Assembly over the past decade is 
aware of the enormous help that Ms. Jeanne Robb has been in the 
activities of the district branches, Area councils, and Assembly. 
Without her assistance the Assembly would be much less effective. 

Finally, I would like to thank the members of the Assembly for 
honoring me by electing me as Speaker-Elect and providing me with 
this marvelous opportunity to participate in the governance of 
APA. It has béen a special delight to have been Speaker-Elect cn Dr. 
Irvin Cohen’s team. Irv’s wisdom and devotion to the Assembly have 
been obvious, and the Assembly has certainly flourished undar his 
leadership. 
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Report of the Committee on Membership 


The Committee on Membership met Nov. 10-13, 1987, at APA 
headquarters in Washington, D.C. Present were Drs. John S. 
Melntyre (chairperson), Robert L. Leon, Rodrigo A. Munoz, Donna 
Marie Norris, Chester M. Pierce, Norman Rosenzweig, Michael J. 
Vergare, Jack W. Bonner III (Assembly liaison), and Lois B. Fuller 
(consultant). The committee met jointly with the Assembly Commit- 
tee on Recruitment/Retention and Membership Affairs on Friday, 
Nov. 13, 1987. 


Membership Activity in 1987 


The total membership as of Jan. 1, 1988, was 34,306, which ` 


represents a net gain of 1,013 members during 1987. The distribu- 
tion by member class and the changes in membership since Jan. 1, 
1982, can be seen in takle 1. The 5,366 Members-in-Training rep- 
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resent 15.6% of the total membership. Members-in-Training and 
Medical Student members together constitute 17.4% of the mem- 
bership. The recruitment of medical students has important impli- 
cations for the future in terms of recruitment into the field of psy- 
chiatry. During 1987, 103 Medical Student members advanced to 
the Member-in-Training category, while 820 former residents were 
advanced from Member-in-Training to General Member. Member- 
ship transactions for all categories of membership during 1987 can 
be seen in table 2. Membership changes from 1981 through 1987 are 
summarized in table 3. 


Demographic Characteristics 


‘The average age of APA members is 49.4 years; 51% of APA 
members are in the 30-49 age bracket. Women represent 21% of the 
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TABLE 1. Members in Each Class, 1982 to 1988 
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Membership 28M 1, 2782 _Jan, 1, 1983 _Jan. 1, 1984 
Class N % N % N % 
Medical 

Student 0 0.0 0 0.0 0 0.0 
Member-in- 

Training 1,645 6.2 2,141 7.8 3,310 11.4 
Associate 

Member 392 1.5 339 1.2 322 1.1 
General 

Member 16,517 62.4 16,886 61.7 17,170 59.2 
Fellow 3,990 15.1 3,964 14.5 3,736 12.9 
Life Member 734 2.8 798 2.9 980 3.4 
Life Fellow 1,968 7.5 2,010 74 2,308 8.0 
Life Associate 19 — 20 — 29 — 
Inactive 

Member 573 22 559 2.1 502 1.7 
Inactive 

Fellow 139 0.5 136 0.5 139 0.5 
Corresponding 

Member 218 0.8 233 0.9 247 0.9 
Corresponding 

Fellow 210 0.8 209 0.8 205 0.7 
Distinguished 

Fellow 30 0.1 29 0.1 29 0.1 
Honorary 

Fellow 35 0.1 31 0.1 32 0.1 
Total 26,470 100.0 27,355 100.0 29,009 100.0 





total membership; however, their representation in the 20-39 age 
group is over 30%. 

Foreign medical graduates represent 22.6% of the total member- 
ship. Their representation in the APA geographic Areas varies sub- 
stantially—tfrom a high of 36.9% in Area II to a low of 10.2% in 
Area VI 


Membership Dues 


National dues. The Committee on Membership discussed the re- 
visions that were approved for the 1988 dues structure and noted 
that the collection rate was remarkably similar to that of a year ago. 
Approximately 4 months after the first 1988 billing was mailed, over 
75% of APA members had paid their dues. 

District branch dues. The committee reviewed local dues increases 
between 1987 and 1988 for General Members and noted that over 
50% of the district branches did not implement dues increases. 

Alternative dues-paying policy for Life Members/Fellows. The 
Committee on Membership and the Assembly Committee on Re- 
cruitment/Retention and Membership A“fairs discussed Life mem- 
bership and its dues-exempt status. In response to a proposal that 
originated in Area VI, the committees also explored alternatives to 
the dues-exempt status that might generate additional dues income 
for district branches. 

While recognizing the valid financial needs of the district branches 
and their dependence on dues collections for financial stability, the 
committee recommended no changes to the current policy, pending 
further discussion by appropriate components. This item will remain 
on the agenda for the next meeting. 

Long-range fiscal planning should include vigorous membership 
recruitment given that dues revenues would increase as a natural 
consequence of membership growth. It is also recommended that 
district branches consider soliciting voluntary contributions from 
Life Members and Life Fellows, who might be willing and capable of 
making important financial contributions to their professional organ- 
ization. Moreover, the possibility of national efforts to solicit vol- 
untary contributions from Life Members and Life Fellows will be 
further explored by the Committee on Membership. 

Dues arrears policy—membership termination. The committee re- 
ceived a request that the dues arrears policy be changed and re- 
viewed the current policy of terminating membership for nonpay- 
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Jan. 1, 1985 Jan. 1, 1986 Jan. 1, 1987 Jan. 1, 1988 
N % N % N % N % 








208 0.7 420 13 605 1.8 608 1.8 


17,195 56.4 18,135 57.0 18,340 54.9 18,653 54.4 
3,628 11.9 3,497 11.0 3,758 11.3 3,770 11.0 
1,107 3.6 1,070 3.4 1,231 3.7 1,365 4.0 
2,518 8.3 2,566 8.1 2,609 7.8 2,753 8.0 

28 — 30 0.1 34 0.1 39 0.1 


211 0.7 208 0.7 219 0.6 222 0.6 


29 0.1 29 0.1 30 0.1 30 0.1 
35 0.1 33 0.1 33 0.1 34 0.1 
30,514 100.0 31,837 100.0 33,293 100.0 34,306 100.0 





ment of dues a year after the dues are payable. For example, 
membership was terminated in December 1987 for members whose 
1986 dues were in arrears. The committee believes that this 1-year 
grace period provides time for district branches and APA to identify 
problems and to encourage members to consider alternatives to ter- 
mination of membership, such as requests for dues relief in cases of 
financial hardship or disability. Experience has shown that, at the 
national level, the approximately 3,000 members who have not paid 
their current dues by December of a given year do so the following 
year and that only about 250 to 300 members fail to pay or to 
request dues relief and are dropped from membership at the end of 
the second year. 

No changes to the current policy were recommended, but it was 
suggested that the Central Office explore the possibility of notifying 
members of their dues arrearages soon after the dues are payable in 
order to encourage timely requests for dues relief and/or exchanges 
of information on problems and concerns, 

Transfers of district branch affiliation and allocation of local dues. 
District branch transfers and the reallocation of dues payments have 
created problems for the district branches. Both committees re- 
viewed the extensive correspondence concerning the need to imple- 
ment transfers of district branch affiliation in a timely manner in 
order to avoid ambiguity in the allocation of local dues between a 
member’s former district branch and the new district branch. The 
early dues billing has increased the complexity of these issues, since 
so many members are paying dues in advance. The committees met 
with four executive secretaries or directors, who expressed their 
concerns and discussed alternative solutions. The issue of allocation 
of dues will be further studied by staff and both committees, with 
input from the district branches. 

The Committee on Membership recommends adherence to the 
“January 1” rule (dues are payable to the district branch on whose 
rolls the member appears on January 1 according to Central Office 
records). For those members who transfer in the last quarter of the 
year and who pay dues in advance as a result of the early billing, the 
dues will be allocated to the member’s new district branch. It is also 
recommended that the district branch process the transfer within 60 
days of receipt of the member’s complete application for transfer. 

Requests for dues relief—members’ characteristics and findings. 
The Office of Membership Services reported on the characteristics of 
members who requested some type of dues relief in 1985 and 1986; 
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TABLE 2. 1987 Membership Transactions 














Transaction? Number 
Gains 1,880 
New members 1,732 
Medical Students 250 
Members-in-Training 1,163 
General Members 285 
Associate Members 9 
Members-at-Large 2 
Corresponding Members 19 
Corresponding Fellows 3 
Distinguished Fellow 1 
Reinstatements 148 
„General Members 129 
` Members-in-Trainirg 8 
Fellows 10 
Corresponding Meriber 1 
Losses 867 
Resignations and dreps 683 
Resignations from APA 211 
Drops for nonpayment of dues 336 
Drops/resignations from district branches and thus 
from APA 136 
Verified Deaths 184 
Net gain 1,013 
Changes in membership status 1,633 
To Associate Member from Member-in-Training 1 
To Member-in-Training from 122 
General Member 19 
Medical Student 103 
To General Member om 833 
Member-in-Trainiag 820 
Inactive Member 2 
Associate Member 4 
Corresponding Me-nber 7 
To Corresponding Member from General Member 8 
To Corresponding Fellow from Corresponding 
Member 4 
To Fellow status from 244 
General Member 241 
Life Member (to Lize Fellow) 3 
To Life status from 421 
Fellow (to Life Fellow) 205 
General Member (to Life Member) 167 
Life Member/Fellow (to 50-Year Life Member) 43 
Associate Member ‘to Life Associate) 6 
Transfers of district branch affiliation 997 
Between district branches 975 
From Member-at-Large to a district branch 13 
From a district branch to Member-at-Large 9 
Recommendations by Committee on Membership for 
deferral or denial of Fellowship 38 
Deferral of transfer of General Member to Fellow 34 
Denial of waiver of 8-year General Membership 
requirement (not reviewed) 2 
Denial of waiver of 2-year waiting period for 
resubmission (not reviewed) 1 
Return of nomination to district branch (not 
reviewed) 1 
Dues waiver actions 326 
Approvals 273 
Dues waivers 93 
Dues waivers to reach Life status 52 
Reduction of dues 15 
Refund of dues 3 
Extension/deferral of payment 3 
Transfer of payment 1 
Transfer to Tempzrary Inactive status 25 
Transfer to Permanent Inactive status 81 
Deferrals/denials 53 
Temporary Inactive status 6 
Permanent Inactive status 3 
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TABLE 2. (continued) 








Transaction? Number 
Dues waiver actions, cont’d 
Deferrals/denials, cont’d 
Dues waivers 22 
Reduction of dues 6 
Refund of dues 4 
No action pending district branch recommendation 12 








* In addition, 6,919 address changes were processed. This number is 
underinclusive since it reflects a maximum of one change per mem- 
ber and multiple changes for individuals are not reported. 


there were 434 such cases. The following salient findings weze re- 
ported: 1) the proportions of Members-in-Training and Fellows re- 
questing dues relief are lower than would be expected from their 
representation in the total membership, and the opposite is true for 
Associate and General Members, 2) the proportion of women 
(20.7%) corresponds to their representation in the membership, 3) 
the proportion of foreign medical graduates (32%) is higher than 
their representation in the membership (23%), 4) years of member- 
ship with the highest frequencies among the members requesting 
dues relief seem to correspond to the relatively large dues increases 
mandated by the dues structure in effect before 1988—for example, 
years 4 and 5 (Members-in-Training advancing to General Mem- 
bers), 5) members requesting dues relief have a lower prevalence of 
Board certification than the overall membership, 6) over 57% bf the 
women requesting dues relief do so because of financial hardship 
related to small children and/or family obligations, and 7) of the 53 
members whose requests were denied, 34 (64.2%) of them ere no 
longer members of APA. Of the 381 members whose requests were 
approved, 12 have died; of the remaining 369, 354 (96%) are still 
APA members. 5 


Psychiatrists in the Military 


The Committee on Membership reaffirmed its commitment to 
continue to review the special needs of military psychiatrists, par- 
ticularly with respect to affiliation, involvement, and representation 
at the district branch level. 

Efforts will continue to be made to establish an effective laison 
with the Committee on Psychiatric Services in the Military, cistrict 
branches, individual members, and other APA components, iaclud- 
ing the Assembly Planning Committee. These efforts will be directed 
toward addressing such important issues as appropriate accessibility 
to the governance structure at both the national and local levels, 
local affiliation and transfer requirements, and levels of memtership 
dues for military psychiatrists. 


Representation of Psychiatric Residents (Members-in-Training) in 
the Governance Structure 


The Committee on Membership fully endorses the recent devel- 
opments that have enhanced residents’ representation in the govern- 
ance structure, including those reported by the Assembly Committee 
on Recruitment/Retention and Membership Affairs, which relate to 
residents’ participation in district branch councils. 


Osteopathic Psychiatric Residency—Membership Eligibility 


The Committee on Membership reviewed the current elizibility 
requirements for General Member status, which includes completion 
of acceptable residency training. As reaffirmed in 1985 by both 
membership committees, approved residency in the United States 
refers to completion of residency programs in psychiatry accredited 
by the Residency Review Committee for Psychiatry of the Accredi- 
tation Council for Graduate Medical Education. 

In response to a request to consider the category of Associate 
Member-in-Training for residents in osteopathic psychiatric resi- 
dency programs, the committee suggested that Associate Member 
status would be appropriate, as long as the applicants meet the 
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TABLE 3. Changes in Membership, 1981 to 1987 


Change* 1981 1982 
Gains 1,422 1,527 
New members 1,344 1,397 
Reinstatements 78 130 
Losses 764 642 
Resignations 152 101 
APA drops 299 266 
District branch drops 92 38 
Deaths 221 237 
Net gain 658 885 


"As of December 31. 


eligibility requirements for that category (1 year of training or expe- 
rience in psychiatry, as well as the licensure requirement). Since the 
committee recognizes that Associate Member dues may impose a 
financial burden on residents, it was suggested that these residents 
could apply individually to the Committee on Membership for re- 
ductions in dues to the Member-in-Training rate. 


Dual Membership Requirements—Requests for Exemption 


At the joint meeting of the Assembly Committee on Recruitment/ 
Retention and Membership Affairs and the Committee on Member- 
ship requests from three members to be exempt from the dual APA/ 
district branch membership requirement were reviewed. The Com- 
mittee on Membership upheld the existing requirement for dual 
membership and denied the requests for exemption. If individual 
district branches wish to establish a task force to explore and facil- 
itate resolution of concerns about local representation, level of local 
dues, and other district branch membership problems, the Commit- 
tee on Membership and the Central Office staff are willing to assist. 


Fellowship 


The Committee on Membership commended the careful review of 
the nominees for Fellowship by the district branches, which was 
reflected in the high rate of recommendations for approval (88%) of 
the 1987 candidates. However, questions were raised about the vari- 
ability of the review process among district branches. Members of 
the Assembly Committee on Recruitment/Retention and Membership 
Affairs will survey the district branches in their Areas to determine the 
degree and method by which each district branch screens its nominees. 


Reinstatement and Enrollment of Psychiatrists Practicing Other 
Specialties 


A district branch requested a recommendation from the Commit- 
tee on Membership concerning the eligibility of former members 
who seek reinstatement of their membership even though they are 
currently practicing specialties other than psychiatry. 

A review of constitutional requirements yields no evidence for 
denying access to membership to fully qualified psychiatrists who are 
currently practicing other specialties. This situation may be compa- 
rable to that of the many APA members who are retired from prac- 
tice but still maintain active categories of membership, such as Gen- 
eral Member or Fellow; similarly, some members in the Life and 
Inactive categories are not practicing. 


Membership/Fellowship Actions 


The Committee on Membership recommended and the Board sub- 
sequently approved the following. 

Membership termination for dues arrearages. In compliance with 
chapter eight, section 7, of the APA By-Laws, the Committee on 
Membership reviewed the list of members whose dues were in ar- 
rears for 1986 and recommended that they be dropped from mem- 
bership. It was further recommended that administrative reinstate- 
ment be authorized for those whorreturried to good standing by Jan. 
31, 1988. and were also in good standing in their district branches. 
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1983 1984 1985 1986 1987 
2,169 2,037 2,213 1,880 

2,076 1,951 2,068 1,732 

52 93 86 145 148 
588 661 714 757 867 
105 133 151 163 211 
226 312 249 281 336 
34 61 77 101 136 
223 155 237 212 184 
1,508 1,323 1,456 1,013 


Nomination for Distinguished Fellowship. In accordance with the 
Operations Manual of the Board of Trustees, the Committee on 
Membership acts on each nomination by a voting APA member for 
Honorary Fellow or Distinguished Fellow and forwards its recom- 
mendation to the Board of Trustees. A letter nomirating Rene Gon- 
zalez, M.D., for Distinguished Fellow was received. The committee 
reviewed six letters of support. The committee recommended ap- 
proval, and the Board of Trustees approved Dr. Gonzalez for Dis- 
tinguished Fellowship. 

Fellowship nominations. The committee received 282 nomina- 
tions for Fellowship and reviewed 278; two requests for waiver of 
the requirement of 8 years as a Genera] Member were denied, one 
request for waiver of the 2-year waiting period for resubmission was 
denied, and one nomination was returned to the district branch 
because its endorsernent was not considered complete and unequiv- 
ocal. Of the 278 nominations reviewed, 244 (88%) were recom- 
mended for approval by the Board of Trustees. The committee rec- 
ommended that 241 nominations for advancement from General 
Member to Fellow be approved, three nominations for advancement 
from Life Member to Life Fellow be approved, and 34 nominations 
for advancement from General Member to Fellow be deferred. 

Corresponding Members/Fellows and Members-at-Large. The 
committee reviewed applications for membership/advancements and 
recommended that 19 applications for Corresponding Member be 
accepted, four nominations for advancement from Corresponding 
Member to Corresponding Fellow be accepted, three nominations 
for new Corresponding Fellows be accepted, and two applications 
for General Member-at-Large be accepted. 

Dues reliefilnactive status. The committee reviewed requests for 
dues relief and/or transfer to Inactive status and recommended that 
34 requests for special consideration be deferred pending receipt of 
the district branches’ recommendations, 78 requests for APA dues 
waiver be approved, 46 requests for dues waivers to allow achieve- 
ment of Life status be approved, 17 requests for dues waivers be 
denied, 61 requests for transfer to Permanent Inactive status be ap- 
proved, two requests for transfer to Permanent Iractive status be 
denied, 17 requests for transfer to Temporary Inactive status be 
approved, seven requests for transfer to Temporary Inactive status 
be denied, 10 requests for dues reduction be approved, five requests 
for dues reduction be denied, two requests for deferment of dues be 
approved, three requests for refund of dues be approved, four re- 
quests for refund of dues be denied, and one request for transfer of 
1983 and 1984 dues to 1988 and 1989 dues be approved. 

Request for exemption from dual membership vequirement. As 
recommended by their district branch, the committee denied the 
requests from three members to be exempt from the dual APA/ 
district branch membership requirement. 


Members-at-Large in Mexico, Central America, and the Caribbean 


The Committee on Membership and the Assembly Committee on 
Recruitment/Retention and Membership Affairs discussed the finan- 
cial difficulty experienced by the 65 Members-at-Large in Mexico, 
Central America, and the Caribbean (excluding Puerto Rico), who 
are required by current policy to pay national APA membership 
dues. Even with the dues reduction approved for members outside 
the United States, exchange rates and economic difficulties continue 
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to represent a significant financial burden. On the recommendation 
of the Committee on Membership, the Board referred to the Com- 
m:ttee on Constitution and By-Laws a recommendation to change 
the Constitution and By-Laws to allow Members-at-Large in Mex- 
ico, Central America, and the Caribbean (excluding Puerto Rico) the 
option of transferring to the dues-exempt category of Corresponding 
Member/Fellow and, pending approval of the constitutional 
changes, granted dues waivers to those members who wish to trans- 
fer to the dues-exempt category of Corresponding Member or Cor- 
responding Fellow. 


Revocation/Suspension/Voiuntary Surrender of License 


To specifically address the suspension of a member’s license (un- 
like a license revocation, which results in automatic termination of 
mz2mbership), the Board of Trustees in December 1986 approved the 
recommendation of the Committee on Membership to include the 
following wording in the Operations Manual: “When a member’s 


license is suspended, membership status should not be automatically 
affected. Suspension of license shall trigger an investigation by the 
District Branch and membership status should depend on the oat- 
come of the investigation.” The committee recommended and the 
Board approved the following revised wording in the Operaticns 
Manual (italics indicate additions); “When a member’s license: is 
suspended, or voluntarily surrendered, membership status should 
not be automatically affected. Suspension or voluntary surrender of 
license shall trigger an investigation by the District Branch and men- 
bership status should depend on the outcome of the investigation.” 


Appreciation to Staff 
Both membership committees took special note of the outstanding 


work of the Office of Membership Services staff throughout the year, 
under the direction of Marta DeLalla, Ph.D. 


JOHN S. MCINTYRE, MD. 
Chairperson 


Report of the Committee of Tellers 


The Committee of Tellers met on April 6, 1988, at APA head- 
quarters to certify the results of the 1988 election. Ballots were 
mailed on Feb. 22, 1988, to 31,857 eligible voting members; 123 
undeliverable ballots were deducted from that number, so the ad- 
justed number of eligible voting members was 31,734. Included in 
tke final tally were the 13,524 ballots that were returned (42.6% of 
tke eligible voting members). 

The Committee of Tellers acted on uncertain votes, which had 
been held for their decisions. It also verified that all candidates had 
verified the accuracy of their biographical statements and had 
submitted the required statements of compliance with election 
guidelines. 

The Committee of Tellers certified that the following individuals 
were elected to office and so reported to the Board of Trustees— 
P-esident-Elect: Herbert Pardes, M.D. (58.8% of the votes cast), 
Vice-President: Lawrence Hartmann, M.D. (57.7%), Treasurer: 
Alan I. Levenson, M.D. (71.9%), Trustee-at-Large: Rodrigo A. Mu- 
nəz, M.D. (54.4%), Member-in-Training Trustee: Shelly F. Green- 
fizld, M.D. (64.1%), Mem>er-in-Training Trustee-Elect: Emanuel E. 
Garcia, M.D. (57.8%), Area I Trustee: Herbert S. Sacks, M.D. 
(54.7%), Area IV Trustee: Douglas A. Sargent, M.D. (53.4%), and 
Area VII Trustee: Merlin H. Johnson, M.D. (63.9%). 

To have a valid electian on changes to the Constitution and By- 
Laws, 33⁄4% of the eligisle voting members must cast votes, An 
abstain vote is considered to be a vote cast and counts toward de- 
termining if 33⁄4% has been reached. Abstain votes do not count in 
determining pass/fail requirements. Once 333% has been reached, 
two-thirds of the voters must approve amendments to the Constitu- 
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tion (amendment 1), and a majority must approve amendments to 
the By-Laws (amendment 2). 

Of the eligible voters, 40.3% cast votes on the amendment to 
article IX of the Constitution; 88.2% voted in favor, and the amend- 
ment passed. It changes the required number of signatures on a 
petition to amend the Constitution from 50 to 200. 

Votes on the amendments to chapters 6.5, 8.5, and 9.1 of the 
By-Laws were cast by 39.2% of the eligible voters; 91.6% votec in 
favor, and the amendments passed. They change the deadline for the 
Nominating Committee report from October 1 to September 15 or 
a September Board meeting, whichever is later, and the deadline for 
receipt of petitions for nomination and for referenda from Decem>er 
1 to November 15. 

For a referendum to pass, at least 40% of the total number of 
members eligible to vote must vote and at least one-third of the total 
number of members eligible to vote must vote in favor. An abstain 
vote is considered to be a vote cast and counts toward determining 
if 40% has been reached. Abstain votes do not count in determining 
pass/fail requirements. On question I, posed by petition, 39.9% of 
the eligible voters cast votes. Since 40% of the eligible voters did not 
vote, it did not pass. On question II, raised by the Board of Trustzes, 
40.1% of the eligible voters cast votes; 8,090 (25.5%) of the elig ble 
voters voted in favor. Because question II did not meet the require- 
ment that one-third (10,578) of the eligible voters vote in favoz, it 
did not pass. 

The Committee of Tellers recommended that the Board of Trus- 
tees accept the results of the 1988 election, and the Board accepted 
them. 


BOYD L. BURRIS, M.D. 
Chairperson 
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Brief Summary of Prescribing Information 


Contraindications: As with other phenothiazines, Serentil® (mesoridazine) is contra- 
indicated in severe central nervous system depression or comatose states from any 
Cause. Serentil is contraindicated in individuals who have Previously shown hypersen- 
sitivity to the drug 
Precautions: While ocular changes have not to date been related to Serentil® 
(mesoridazine), one should be aware that such changes have been seen with other drugs 
of this class 
Because of possible hypotensive effects, reserve parenteral administration for bedfast 
paromo or for acute ambulatory cases, and keep patient lying down for at least one-half 

our after injection 
Leukopenia and/or agranulocytosis have been attributed to phenothiazine therapy. A 
single case of transient granulocytopenia has been associated with Serentil. Since 
convulsive seizures have been reported, patients receiving anticonvulsant medication 
should be maintained on that regimen while receiving Serentil 
Neuroleptic cuge elevate prolactin levels; the elevation persists during chronic 
administration. Tissue culture experiments indicate that approximately one-third of human 
breast cancers are prolactin dependent in vitro, a factor of potential importance if the 
prescription of these drugs is contemplated in a patient with a previously detected breast 
cancer. Although disturbances such as galactorrhea, amenorrhea, gynecomastia, and 
impotence have been reported, the clinical significance of elevated serum prolactin levels 
is unknown for most patients. An increase in mammary neoplasms has been found in 
rodents after chronic administration of neuroleptic drugs. Neither clinical studies nor 
epidemiologic studies conducted to date, however, have shown an association between 
chronic administration of these drugs and mammary tumorigenesis; the available 
evidence is considered too limited to be conclusive at this time 
Warnings: Tardive Dyskinesia: Tardive dyskinesia, a syndrome consisting of potentially 
irreversible, involuntary, dyskinetic movements may develop in patients treated with 
neuroleptic (antipsychotic) drugs. Although the prevalence of the syndrome appears to 
be highest among the elderly, especially elderly women, it is impossible to rely upon 
prevalence estimates to predict, at the inception of neuroleptic treatment, which patients 
are likely to develop the syndrome. Whether neuroleptic drug products differ in their 
prenia! to cause tardive dyskinesia is unknown 

th the risk of developing the syndrome and the likelihood that it will become irreversible 

are believed to increase as the duration of treatment and the total cumulative dose of 
neuroleptic drugs administered to the patient increase. However, the syndrome can 
develop, although much less commonly, after relatively brief treatment periods at low 
doses 
There is no known treatment for established cases of tardive dyskinesia, although the 
syndrome may remit, partially or completely, if neuroleptic treatment is withdrawn 
Neuroleptic treatment, itself, however, may suppress (or partially suppress) the signs and 
symptoms of the syndrome and thereby may possibly mask the underlying disease 
process. The effect that symptomatic suppression has upon the long-term course of the 
syndrome is unknown 
Given these considerations, neuroleptics should be prescribed in a manner that is most 
likely to minimize the occurrence of tardive dyskinesia. Chronic neuroleptic treatment 
should generally be reserved for patients who suffer from a chronic illness 1) that is known 
to respond to neuroleptic drugs, and 2) for which alternative, equally effective but 
potentially less harmful treatments are not available or appropriate. In patients who do 
require chronic treatment, the smallest dose and the shortest duration of treatment 
producing a Satisfactory clinical response should be sought. The need for continued 
treatment should be reassessed periodically. 
If signs and symptoms of tardive dyskinesia appear in a patient on neuroleptics, drug 
discontinuation should be considered, However, some patients may require treatment 
despite the presence of the syndrome 
(For further information about the description of tardive dyskinesia and its clinical 
detection, please refer to the section on Adverse Reactions) 
Neuroleptic Malignant Syndrome (NMS) A potentially fatal symptom complex sometimes 
referred to as Neuroleptic Malignant Syndrome (NMS) has been reported in association 
with antipsychotic drugs. Clinical manifestations of NMS are hyperpyrexia, muscle rigidity, 
alterec mental status and evidence of autonomic instability (irregular pulse or blood 
pressure, tachycardia, diaphoresis, and cardiac dysrhythmias). 
The diagnostic evaluation of patients with this syndrome is complicated. In arriving at a 
diagnosis, it is important to identify cases where the clinical presentation includes both 
serious medical illness (e.g., pneumonia, systemic infection, etc ) and untreated or 
inadequately treated extrapyramidal signs and symptoms (EPS). Other important 
considerations in the differential diagnosis include central anticholinergic toxicity, heat 
stroke, drug fever and primary central nervous system (CNS) pathology. 
The management of NMS should include 1) immediate discontinuation of antipsychotic 
drugs and other drugs not essential to concurrent therapy, 2) intensive symptomatic 
treatment and medical monitoring, and 3) treatment of any concomitant serious medical 
problems for which specific treatments are available. There is no general eg reomnent 
about specific pharmacological treatment regimens for uncomplicated NMS. If a patient 
requires antipsychotic drug treatment after recovery from NMS, the potential reintroduc- 
tion of drug therapy should be carefully considered. The patient should be carefully 
monitored, since recurrences of NMS have been reported 
Where patients are participating in activities requiring complete mental alertness (e.g 
driving) it is advisable to administer the phenothiazines cautiously and to increase the 
dosage gradually. 
Usage in Pregnancy: The safety of this drug in pregnancy has not been established: 
hence, it should be given only when the anticipated benefits to be derived from treatment 
exceed the possible risks to mother and fetus. 
Usage in Children: The use of Serentil (mesoridazine) in children under 12 years of age is 
not recommended, because safe conditions for its use have not been established 
Attention should be paid to the fact that phenothiazines are capable of potentiating 
central nervous system depressants (e.g., anesthetics, opiates, alcohol, etc.) as well as 
atropine and phosphorus insecticides 
Adverse Reactions: Drowsiness and hypotension were the most prevalent side effects 
encountered. Side effects tended to reach their maximum level of severity early with the 
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exception of a few (rigidity and motoric effects) which occurred later in therapy. 

With the exceptions of tremor and rigidity, adverse reactions were generally found among 
those patients who received relatively high doses early in treatment. Clinical data showed 
no tendency for the investigators to terminate treatment because of side effects 

Serentil® (mesoridazine) has demonstrated a remarkably low incidence of adverse 
reactions when compared with other phenothiazine compounds 

Central Nervous System: Drowsiness, Parkinson's syndrome, dizziness, weakness, tremor, 
restlessness, ataxia, dystonia, rigidity, slurring, akathisia, motoric reactions (opisthotonos) 
have been reported 

Autonomic Nervous System: Dry mouth, nausea and vomiting, fainting, stuffy nose, 
photophobia, constipation and blurred vision have occurred in some instances. 
Genitourinary System: Inhibition of ejaculation, impotence, enuresis, incontinence have 
been reported 

Skin: Itching, rash, hypertrophic papillae of the tongue and angioneurotic edema have 
been reported 

Cardiovascular System: Hypotension and tachycardia have been reported. EKG changes 
have occurred in some instances (see Phenothiazine Derivatives: Cardiovascular Effects) 
Phenothiazine Derivatives: |t should be noted that efficacy, indications and untoward 
effects have varied with the different phenothiazines. The physician should be aware that 
the following have occurred with one or more phenothiazines and should be considered 
whenever one of these drugs is used 

Autonomic Reactions: Miosis, obstipation, anorexia, paralytic ileus 

Cutaneous Reactions: Erythema, exfoliative dermatitis, contact dermatitis 

Blood Dyscrasias: Agranulocytosis, leukopenia, eosinophilia, thrombocytopenia, anemia, 
aplastic anemia, pancytopenia 

Allergic Reactions: Fever, laryngeal edema, angioneurotic edema, asthma 

Hepatotoxicity: Jaundice, biliary stasis 

Cardiovascular Effects: Changes in the terminal portion of the electrocardiogram, 
including prolongation of the te interval, lowering and inversion of 

the T wave and appearance of a wave tentatively identified as a bifid T or 

a U wave have been observed in some patients receiving the phenothiazine tranquilizers, 
including Serentil® (mesoridazine). To date, these appear to be due to altered 
repolarization and not related to myocardial damage. They appear to be reversible. While 
there is no evidence at present that these changes are in any way precursors of any 
significant disturbance of cardiac rhythm, it should be noted that sudden and 
unexpected deaths apparently due to cardiac arrest have occurred in patients previously 
showing characteristic electrocardiographic changes while taking the drug. The use of 
periodic electrocardiograms has been proposed but would appear to be of questonable 
value as a predictive device. Hypotension, rarely resulting in cardiac arrest, has been 
noted 

Extrapyramidal Symptoms: Akathisia, agitation, motor restlessness, dystonic reactions, 
trismus, torticollis, opisthotonos, oculogyric crises, tremor, muscular rigidity, akinesia 
Tardive Dyskinesia; Chronic use of neuroleptics may be associated with the develop- 
ment of tardive dyskinesia, The salient features of this syndrome are described in 

the Warnings section and below. 

The syndrome is characterized by involuntary choreoathetoid movements which variously 
involve the tongue, face, mouth, lips, or jaw (e.g. protrusion of the tongue, puffing of 
cheeks, puckering of the mouth, chewing movements), trunk and extremities. The severity 
of the syndrome and the degree of impairment produced vary widely. 

The syndrome may become clinically recognizable either during treatment, upon dosage 
reduction, or upon withdrawal of treatment. Movements may decrease in intensity and 
may disappear altogether if further treatment with neuroleptics is withheld. It is generally 
believed that reversibility is more likely after short rather than long-term neuroleptic 
exposure, Consequently, early detection of tardive dyskinesia is important. To increase 
the likelihood of detecting the syndrome at the earliest possible time, the dosage of 
neuroleptic drug should be reduced periodically (if clinically possible) and the patient 
observed for signs of the disorder. This maneuver is critical, for neuroleptic drugs may 
mask the signs of the syndrome 

Endocrine Disturbances: Menstrual irregularities, altered libido, gynecomastia, lactation 
weight gain, edema. False positive pregnancy tests have been reported 

Urinary Disturbances: Retention, incontinence 

Others ryperpyiexa Behavioral effects suggestive of a paradoxical reaction have been 
reported, These include excitement, bizarre dreams, aggravation of psychoses and toxic 
confusional states. More recently, a peculiar skin-eye syndrome has been recognized as 
a side effect following long-term treatment with phenothiazines. This reaction is marked 
by progressive pigmentation of areas of the skin or conjunctiva and/or accompaniad by 
discoloration of the exposed sclera and cornea. Opacities of the anterior lens anc cornea 
described as irregular or stellate in shape have also been reported. Systemic lupus 
erythematosus-like syndrome 

How Supplied: 

Tablets: 10 mg, 25 mg, 50 mg, and 100 mg mesoridazine (as the besylate). Bottles of 100 
Ampuls: 1 mi 25 mg mesoridazine [as the besylate]). Boxes of 20 

Concentrate: Contains 25 mg mesoridazine (as the besylate) per ml, alcohol, USP, 0.61% 
by volume. Immediate containers: Amber glass bottles of 4 fl oz (118 ml) packaged in 
cartons of 12 bottles, with an accompanying dropper graduated to deliver 10 mg, 25 mg 
and 50 mg of mesoridazine (as the besylate) 
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The first highly potent blocker 
of serotonin uptake 


Prozac, unlike the tricyclic anti- 
depressants, is targeted specifically at 
serotonin uptake. Its minimal action on 
other neurotransmitters may explain 
its favorable side-effect profile 


Fewer side effects to disrupt therapy 


Side effects with Prozac are generally 
mild and manageable and include 
nausea, anxiety/nervousness, insomnia, 
and drowsiness 


Use of MAO inhibitors concomitantly 
or in proximity to Prozac should be 
avoided 


OS 


Rash and/or urticaria occurred in 4% 
of clinical trial patients 


Wide margin of safety 


20-mg Pulvule® once a day for 
depression 


See reverse side for brief summary of prescribing information 
Dista Products Company 
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Prozac” 


fluoxetine hydrochloride 


Brief Summary. Consult the package insert for complete prescribing 
information. 


Indication: Prozac is indicated for the treatment of depression 
Contraindications: None known 


Warnings: Monoamine Oxidase Inhibitors —Data on the effects of the com- 
bined use of fluoxetine and MAO inhibitors are limited. Their combined use 
should be avoided. Based on experience with the combined administration of 
MAOIs and tricyclics, at least 14 days should elapse between discontinuation of 
an MAO inhibitor and initiation of treatment with fluoxetine. 

Because of the long half-lives of fluoxetine and its active metabolite, at least 
five weeks (approximately five half-lives of norfluoxetine) should elapse between 
discontinuation of fluoxetine and initiation of therapy with an MAOI. Adminis- 
tration of an MAOI within five weeks of discontinuation of fluoxetine may 
increase the risk of serious events. While a causal relationship to fluoxetine has 
Not been established, death has been reported to occur following the initiation of 
MAO! therapy shortly after discontinuation of fluoxetine. 

Rash and Accompanying Events—During premarketing testing of more 
than 5,600 US patients given fluoxetine, approximately 4% developed a rash 
and/or urticaria. Among these cases, almost a third were withdrawn from 
treatment because of the rash and/or systemic signs or symptoms associated 
with the rash. Clinical findings reported in association with rash include fever, 
leukocytosis, arthralgias, edema, carpal tunnel syndrome, respiratory distress, 
lymphadenopathy, proteinuria, and mild transaminase elevation. Most patients 
improved promptly with discontinuation of fluoxetine and/or adjunctive treat- 
ment with antihistamines or steroids, and all patients experiencing these events 
were reported to recover completely. 

Two patients are known to have developed a serious cutaneous systemic 
illness. In neither patient was there an unequivocal diagnosis, but one was 
Considered to have a leukocytoclastic vasculitis, and the other, a severe 
Ceacuamnaling » ndrome that was considered vericusly to be a vasculitis or 
erythema multiforme. Several other patients have had systemic syndromes 
Suggestive of serum sickness 

hether the association of rash and other events constitutes a true 
fluoxetine-induced syndrome, or a chance association of rash with the 
other signs and symptoms of different etiology or pathogenesis, is 
unknowable at this point in the drug's development 

Reassuring is the knowledge, cited above, that no patient is reported to 
have sustained lasting injury. Even though almost two thirds of those 
developing a rash continued to take fluoxetine without any consequence, 
the physician should discontinue Prozac upon appearance of rash 


Precautions: Genera/—Anxiety and Insomnia—Anxiety, nervousness, and 

insomnia were reported by 10% to 15% of patierts treated with Prozac 

pee symptoms led to drug discontinuation in 5% of patients treated with 
r0zac 

Altered Ap i ight—Significant weight loss. especially in 
underweight depressed patients, may be an undesirable result of treatment 
with Prozac 

In controlled clinical trials, approximately 9% of patients treated with 
Prozac experienced anorexia. This incidence is aporoximately sixfold that 
seen in placebo controls. A weight loss of greater than 5% of body weight 
occurred in 13% of Prozac-treated patients compared to 4% of placebo and 
3% of tricyclic-antidepressant-treated patients. However, only rarely have 
Prozac patients been discontinued for weight loss 

Activation of Mania/Hypomania— During premarketing testing, hypo- 
mania or mania occurred in approximately 1% of fluoxetine-treated 
Patients. Activation of mania/hypomania has also been reported in a small 
Proportion of patients with Major Affective Disorder treated with other 
marketed antidepressants 

res—Twelve patients among more than 6,000 evaluated worldwide 
in the course of premarketing development of fluoxetine experienced con- 
vulsions (or events described as possibly having been seizures), a rate of 
0.2% that appears to be similar to that associated with other marketed 
antidepressants, Prozac should be introduced with care in patients with a 
history of seizures. 

l The possibility of a suicide attempt is inherent in depression 
and may persist until significant remission occurs. Close supervision of 
high-risk patients should accompany initial drug therapy. Prescriptions tor 
Prozac should be written for the smallest quantity of capsules consistent 
with good patient management, in order to reduce ‘he risk of overdose 

ng Elimination Half-Life of ine and | lites— 
Because of the long elimination half-lives of the parent drug (two to three 
onys) and its major active metabolite (seven to nine days), changes in dose 
will not de fully reflected in plasma for several weeks, affecting both 
strategies for titration to final dose and withdrawal from treatment. (See 
Clinical Pharmacology and Dosage and Administration sections) 

ii mitant IIl Clinical experience with 
Prozac in patients with concomitant systemic illness is limited. Caution is 
advisable in using Prozac in patients with diseases or conditions that could 
affect metabolism or hemodynamic responses. 

Fluoxetine has not been evaluated or used to amy appreciable extent in 
patients with a recent rislory of myocardial infarction or unstable heart 
disease. Patients with these diagnoses were systematically excluded from 
Clinical studies during the product's premarket testing. However, the elec- 
trocardiagrams of 753 patients who received Prozac in double-blind trials 
were retrospectively evaluated; no conduction abnormalities that resulted 
in heart block were observed. The mean heart rate was reduced by approxi- 
mately three beats/min 

In subjects with cirrhosis of the liver, the clearances of fluoxetine and its 
active metabolite, norfluoxetine, were decreased, tnus increasing the elim- 
ination half-lives of these substances. A lower or tess frequent dose should 
be used in patients with cirrhosis 

Since fluoxetine is extensively metabolized, excretion of unchanged drug 
in urine is a minor route of elimination. However, until adequate numbers of 
patients with severe renal impairment have been evaluated during chronic 
treatment with fluoxetine, it should be used with caution in such patients 


dnterlerence With Cognitive and Motor Pertormaice— Any Psychoactive 
drug may impair judgment, thinking, or motor skilis. and patients should be 
cautioned about operating hazardous machinery, including automobiles, 


until they are reasonably certain that the drug treatment does not affect 
them adversely. 
Information tor Patients—Physicians are advised to discuss the follow- 
ing issues with patients for whom they prescribe Prozac 
ecause Prozac may impair judgment, thinking. 3r motor skills, patients 
should be advised to avoid driving a car er operating hazardous 
machinery until they are reasonably certain tnat their performance is 
not affected 
Patients should be advised to inform their physician if they are taking or 
plan to take any prescription or over-the-counter drugs or alcohol 
Patients should be advised to notify their physician if they become 
pregnant or intend to become pregnant dur ig therapy 
Patients should be advised to notity their physician if they are breast 
feeding an infant 
Patients should be advised to notify their physician if they develop a rash 
or hives 
Laboratory Tests—There are no specitic laboratory tests recommended 
Drug Interactions—Tryptophan—Five patients receiving Prozac in com- 


bination with tryptophan experienced adverse reactions, including agita- 
tion, restlessness, and gastrointestinal distress 
Monoa Ox nhibitors—See Warnings. 
da learance e halt-lite of concurrently administered diazepam 
may be prolonged in some patients. 
| 
ecal 





The dietary administration of fluoxetine to rats and mice for two years at 
levels equivalent to approximately 7 5 and 9 0 times the maximum human 
dose (80 mg) respectively produced no evidence of carcinogenicity. 

Fluoxetine and norfluoxetine have been shown to have no genotoxic 
effects based on the following assays: bacterial mutation assay, DNA repair 
assay in cultured rat hepatocytes, mouse lymphoma assay. and in vivo 
sister chromatid exchange assay in Chinese hamster bone marrow cells 

Two fertility studies conducted in rats at doses of approximately five and 
nine times the maximum human dose (80 mg) indicated that fluoxetine had 
no adverse effects on fertility, A slight decrease in neonatal survival was 
Noted, but this was probably associated with depressed maternal food 
consumption and suppressed weight gain 

Pregnancy—Teratogenic Elects — Pregnancy gory_B—Repro- 
duction studies have been performed in rats and rabbits at doses nine and 
11 times the maximum daily human dose (80 mg) respectively and have 
revealed no evidence of harm to the tetus due to Prozac. There are, however. 
no adequate and well-controlled studies in pregnant women. Because 
animal reproduction studies are not always predictive of human response 
this drug should be used during pregnancy only if clearly needed 

Labor and Delivery—The ettect of Prozac on labor and delivery in 
humans 1s unknown 

Nursing Mothers —It is not known whether and, if so, in what amount this 
drug or its metabolites are excreted in human milk. Because many drugs 
are excreted in human milk, caution should be exercised when Prozac is 
administered to a nursing woman 

Usage in Children—Satety and effectiveness in children have not been 
studie: 

Use in the Elderly— Prozac has not been systematically evaluated in older 
patients. however, several hundred elderly patients have participated in 
Clinical studies with Prozac, and no unusual adverse age-related phenom- 
ena have been identified. However. these data are insufficient to rule out 
possible age-related differences during chronic use, particularly in elderly 
patients who have concomitant systemic illnesses or who are receiving 
concomitant drugs 


Adverse Reactions: Commonly Observed —The most commonly observed 
adverse events associated with the use of Prozac and not seen at an 
equivalent incidence among placebo-treated patients were: nervous sys- 
tem complaints, including anxiety, nervousness, and insomnia; drowsiness 
and fatigue or asthenia; tremor: Sweating; gastrointestinal complaints. 
including anorexia, nausea, and diarrhea; and dizziness or light- 
headedness 

Associated With Discontinuation of Treatment—Fifteen percent of 
approximately 4,000 patients who received Prozac in US premarketing 
Clinical trials discontinued treatment due to an adverse event. The more 
common events causing discontinuation included: psychiatric (5 3%), 
Primarily nervousness, anxiety, and insomnia; digestive (3.0%), primarily 
Nausea; nervous system (1.6%), primarily dizziness; body as a whole 
(1.5%), primarily asthenia and headache; and skin (1 4%), primarily rash 
and pruritus 

Incidence in Controlled Clinical Trials— Table 1 enumerates adverse events 
that occurred at a frequency of 1% or more among Prozac patients who 
Participated in controlled trials comparing Prozac with placebo. The prescriber 
should be aware that these fi cannot be used to predict the incidence of side 
effects in the course of usual medical practice where patient characteristics and 
other factors differ from those which prevailed in the clinical trials. Similarly, the 
Cited frequencies cannot be compared with figures obtained from other clinical 
investigations involving different treatments, uses, and investigators. The cited 
figures, however, do provide the prescribing physician with some basis for 
estimating the relative contribution of drug and nondrug factors to the side- 
effect incidence rate in the population studied 


Other Events Observed During the Premarketing Evaluation of Prozac— 
During clinical testing in the Ug, multiple doses of Prozac were adminis- 
tered to approximately 5,600 subjects. Untoward events associated with 
this exposure were recorded by clinical investigators using descriptive 
terminology of their own choosing. Consequently, it is not possible to 
provide a meaningful estimate of the proportion of individuals experiencing 
adverse events without first grouping similar types of untoward events into 
a limited (1e, reduced) number of standardized event categories 

In the tabulations which follow, a standard COSTART Dictionary termi- 
nology has been used to classify reported adverse events. The frequencies 
presented, therefore, represent the proportion of the 5,600 Prozac- 
exposed individuals who experienced an event of the type cited on at least 
one occasion while receiving Prozac. All reported events are included 
except those already listed in tables, those COSTART terms so general as to 
be uninformative, and those events where a drug cause was remote. It is 
important to emphasize that, although the events reported did occur during 
treatment with Prozac, they were not necessarily caused by it 

Events are further classified within body system categories and enumer- 
ated in order of decreasing frequency using the following definitions 
frequent adverse events are defined as those occurring on one or more 
Occasions in at least 1/100 patients; infrequent adverse events are those 
Occurring in 1/100 to 1/1,000 patients; rare events are those occurring in 
less than 1/1,000 patients 

Body. -asaWhole Frequent Chills; Infrequent: chills and fever, cyst, face 
edema, hangover effect, jaw pain, malaise, neck pain, neck rigidity, and 
pelvic pain, Rare. abdomen enlarged, cellulitis, hydrocephalus, hypother- 
mia, LE syndrome, moniliasis, and serum sickness 

Cardiovascular System—Infrequent angina pectoris, arrhythmia, hem- 
orrhage, hypertension, hypotension, migraine, postural hypotension, syn- 
cope, and tachycardia; Rare: AV block (first-degree), bradycardia, 
bundle-branch block, cerebral ischemia, myocardial infarct, throm- 
bophlebitis, vascular headache, and ventricular arrhythmia 

igesti stem—Frequent increased appetite; Infrequent: aphthous 

Stomatitis, dysphagia, eructation, esophagitis, gastritis, gingivitis, glossi- 
tis, liver function tests abnormal, melena, stomatitis, and thirst. Rare 
bloody diarrhea, cholecystitis, cholelithiasis, colitis, duodenal ulcer, enter- 
itis, fecal incontinence, hematemesis, hepatitis, hepatomegaly, hyper- 
chlorhydria. increased salivation. jaundice, liver tenderness, mouth 
ulceration, salivary gland enlargement, stomach ulcer, tongue discol- 
oration, and tongue edema 


Prozac” (fluoxetine hydrochloride, Dista) 


TABLE 1 TREATMENT-EMERGENT ADVERSE EXPERIENCE INCIDENCE 
IN PLACEBO-CONTROLLED CLINICAL TRIALS 


Percentage of Percentage 
Patients Reporting Patients Repor 
Event Een 
Body System: Prozac Placebo Body System Prozac Plac 
Adverse Event* (N=1,730) (N=799) AdverseEvent*  (M=1,730) (N= 
Nervous Body as a Whole 
Headache 203 15.5 Asthenia 44 1 
Nervousness 49 85 Infection, viral 34 3 
Insomnia 138 71 Pain, limb 16 1 
Drowsiness 116 63 Fever 14 
Anxiety 94 $5 Pain, chest 13 1 
Tremor 79 24 Allergy 12 1 
Baers 5 i 33 Influenza 12 Y 
‘atigue 4 11 
Seaatea 19 a 
sation 
meee I 20 inlecton” 76 6 
bido, 
Flu-like 
ao 16 = syndrome 28 1 
ctadedness 16 = praryagis r ! 
‘oncentration 
decreased 15 _ Heamnggstion 25 2 
Digestive sinus 23 ” 
jausea 211 101 Sinusitis 21 2 
Diarrhea 123 70 Cough 16 1 
meat ië ae Dyspnea 14 
r yness 
om Ul 
pepsia 
Constipation 45 33 Palpitations 13 1 
Pain, Musculoskeletal 
abdominal 34 29 Pain, back 20 2 
Vomiting 24 ET Pain, joint 12 1 
Taste change 18 — Pain, muscle 12 1 
Flatulence 16 FA 
Gastroenteritis 10 14 We neve 
Skinand paintul 19 T 
Appendages Sexual 
Sweating. dysfunction 19 
excessive 84 38 Frequent 
Rash 27 18 micturition 16 
Pruritus 24 14 Urinary tract 
infection 12 < 
Special Senses 
Vision 
disturbance 28 1 





“Events reported by at least 1% of Prozac patients are included 
Incidence less than 1% 


ih Endocrine System—/nfrequent hypothyroidism; Rare goiter and hyg 
yroidism 


Heme ang Lymphatic System—/nfrequent: anemia and lymphadene 
athy, Rare: bleeding time increased, blood dyscrasia, leukopenia, ly 
Phocytosis, petechia, purpura, sedimentation rate increased, and thro 
bocythemia 

Metabolic and Nutritional—Frequent weight loss; /afrequent: ger. 
alized edema, ponyona. peripheral edema, and weight gain; Ra 
dehydration, gout, hypercholesteremia, hyperglycemia, hyperlipem 
hypoglycemic reaction, hypokalemia, hyponatremia, and iron deficies 
anemia 

Musculoskeletal System—infrequent: arthritis, bone pain, bursit 
tenosynovitis, and twitching: Rare: bone necrosis, chondrodystrop, 
muscle hemorrhage, myositis, osteoporosis, pathological fracture, a 
rheumatoid arthritis 

Nervous System—Frequent: abnormal dreams and agitation; /nf 
quent: abnormal gait, acute brain syndrome, akathisia, amnesia, apat 
ataxia, buccoglossal syndrome. CNS stimulation, convulsion, delusiot 
depersonalization, emotional lability, euphoria, hallucimations, hostili 
hyperkinesia, hypesthesia, incoordination. libido increased. manic rei 
tion, neuralgia, neuropathy, paranoid reaction, psychosis, and vertit 
Rare: abnormal electroencephalogram, antisocial reaction, chronic br. 
syndrome, circumoral paresthesia, CNS depression, coma, dysarthr 
dystonia, extrapyramidal syndrome, hypertonia, hysteria, myoclonus, 0 
paoms: paralysis, reflexes decreased, stupor, and torticollis 

Respiratory_System—Frequent: bronchitis, rhinitis, and yawn; Inti 
quent: asthma, epistaxis, hiccup, hyperventilation, and pneumonia: Rai 
apnea, hemoptysis, hypoxia, larynx edema, lung edema, lung fibros 
alveolitis, and pleural effusion 

in and Appendages—/nfrequent: acne, alopecia, contact dermatit 

dry skin, herpes simplex, manuapapular rash, and urticaria, Rai 
eczema, erythema multiforme, fungal dermatitis, herpes zoster, hirsutisi 
Peers, purpuric rash, pustular rash, seborrhea, skin dscoloration, sk 
yper trophy, subcutaneous nodule, and vesiculobullous sash 

Special Sen: Infrequent: ambylopia, conjunctivitis, ear pain, e 
pain, mydriasis, photophobia, and tinnitus; Rare: blepnaritis, catarat 
corneal lesion, deafness, diplopia, eye hemorrhage, glaucoma, iritis, pt 
sis, strabismus, and taste loss 

Urogenital System—Infrequent abnormal ejaculation. amenorrhe 
breast pain, cystitis. dysuria, fibrocystic breast, impotence, leukorrhe 
Menopause, menorrhagia, ovarian disorder, urinary incontinence. urina 
retention, urinary urgency, urination impaired, and vagnitis; Rare: abt 
tion, albuminuria, breast enlargement, dyspareunia, epididymitis, teme 
lactation, hematuria, hypomenorrhea, kidney calculus, metrorrhagi 
orchitis, polyuria, pyelonephritis, pyuria, salpingitis, urethral pain, ur 
thritis, urinary tract disorder, urolithiasis, uterine hemorrhage, uteril 
spasm, and vaginal hemorrhage 


Overdosage: Human Experience—As of December 1987, there were tv 
deaths among approximately 38 reports of acute overdose with fluoxetin 
either alone or in combination with other drugs and/or aicohol. One dea 
involved a combined overdose with approximately 1,800 mg of fluoxeti: 
and an undetermined amount of maprotiline. Plasma concentrations 

fluoxetine and maprotiline were 4.57 mg/L and 4.18 mg L respectively. 
second death involved three drugs yielding plasma concentrations ; 
follows: fluoxetine, 1.93 mg/L; norfluoxetine, 1.10 mgL: codeine, 14 
mg/L; temazepam, 3.80 mg/L 

One other patient who reportedly took 3,000 mg of fluoxetine expel 
enced two grand mal seizures that remitted spontaneously without speci! 
anticonvulsant treatment (see Management subsection). The actu 
amount of drug absorbed may have been less due to vomizing. 

Nausea and vomiting were prominent in overdoses involving high 
fluoxetine doses. Other prominent symptoms of overdose included agit 
tion, restlessness, hypomania, and other signs of CNS excitation. Exce 
for the two deaths noted above, all other overdose cases recovered witho 
residua 
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GENERAL POLICIES 


Manuscripts are accepted for consideration by the Amer- 
ican Journal of Psychiatry with the understanding that they 
represent original material, have not been published previ- 
ously, are not being considered for publication elsewhere, 
and have been approved by each author. Authors submitting 
manuscripts containing data or clinical observations already 
used in published papers or used in papers that are in press, 
submitted for publication, or to be submitted shortly should 
provide information on those papers to the Editor. 

The requirements stated below are in accordance with 
“Uniform Requirements for Manuscripts Submitted to Bio- 
medical Journals.” 


Copyright Transfer and Submission Approval 


The Journal requires approval of manuscript submission 
by all authors in addition to transfer of copyright to the 
American Psychiatric Association so that the author(s) and 
the Association are protected from misuse of copyrighted 
material. A submission approval and copyright transfer form 
will be forwarded to authors along with a letter acknowl- 
edging receipt of their manuscript. Manuscripts will not re- 
ceive a final decision until a completed form has been re- 
ceived in the editorial office. 

In addition, authors must obtain letters of permission from 
publishers for use of extensive quotations (more than 500 
words). The Journal does not publish tables or figures that 
have appeared in another English-language publication. 


Disclosure of Commercial Interests 


All forms of support, including drug company support, 
must be acknowledged in the author’s footnote (see ‘‘Ac- 
knowledgments” under the Title Page section). Also, authors 
must disclose in their cover letter any commercial or financial 
involvements that might present an appearance of a conflict 
of interest in connection with the submitted article, including 
(but not limited to) institutional or corporate affiliations not 
already specified in the author’s footnote, paid consultancies, 
stock ownership or other equity interests, and patent own- 
ership. This information will be kept confidential and will 
not be shared with the reviewers. Such involvements will not 
be grounds for automatic rejection of the manuscript. Should 
the article be accepted for publication, the Editor and the 
authors will consult on whether, and to what extent, this 
information should be included in the published article. 


Patient Anonymity 


Ethical as well as legal considerations require careful at- 
tention to the protection of a patient’s anonymity in case 


reports and elsewhere. Identifying information such as 
names, initials, hospital numbers, and dates must be avoided. 
In addition, authors should disguise identifying information 
when discussing the characteristics and personal history of 
patients. 


Informed Consent 


Manuscripts that report the results of experimental inves- 
tigation with human subjects must include a statement that 
informed consent was obtained after the procedure(s) had 
been fully explained. In the case of children, authors are 
asked to include information about whether the child’s as- 
sent was obtained. 


Review Process 


All papers are reviewed to determine the originality, va- 
lidity, and importance of content and condusions. In addi- 
tion to the regular review process, peer review for statistical 
content may be required for some manuscripts. This will be 
determined by the Journal’s Statistical Editors. Authors will 
be sent reviewer comments that are judged to be useful to 
them. All reviewers remain anonymous. Once the Editor has 
made a final decision on a paper, the authors of that paper 
will be informed. 


SUBMISSION OF MANUSCRIPTS 


The original manuscript and three copies should be sub- 
mitted to John C. Nemiah, M.D., Editor, American Journal 
of Psychiatry, 1400 K St., N.W., Washington, DC 2000S. All 
correspondence will be sent to the first-named author unless 
otherwise specified. Papers should be accompanied by a 
cover letter indicating that the paper is intended for publi- 
cation and specifying for which section of the Journal it is 
being submitted (i.e., Special Article, Regular Article, Brief 
Communication, or Clinical and Research Report); papers 
will only be reviewed after such a statement has been re- 
ceived from the author. 

Authors will be notified of the receipt of their paper and 
the number assigned to it. This number must be included in 
all further correspondence. It is imperative that the corre- 
sponding author of submitted papers notify the Journal of 
changes of address. Because of escalating postage costs, no 
manuscripts submitted to the Journal will be returned to 
authors except upon special request. Authors must make this 
request in their original submission letter and include a self- 
addressed, postage-paid envelope. 
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Single Case Reports 


Single case reports except for detailed longitudinal studies 
should be submitted as Letters to the Editor. All single case 
reports will be peer reviewed. Reports of successfully treated 
patients should include data on the number of patients 
treated unsuccessfully by the same method, with an indica- 
tion of the temporal order of the successes and failures. 


Annual Meeting Papers 


Authors may submit their papers before the annual meet- 
ing, but such papers cannot be published until after the meet- 
ing. All papers must be accompanied by a statement that they 
are in final form. These papers are subject to the same peer 
review as other papers and must conform to the require- 
ments for one of the types of articles specified in the next 
section. 


TYPES OF ARTICLES 
Special Articles 


These are usually overview articles that bring together im- 
portant information on a topic of general interest to psychi- 
atry. Authors who have ideas for such articles are advised to 
check with the Editorial Cffice to ensure that a similar work 
has not already been submitted. Special Articles may not 
exceed 7,500 words (no more than 25 double-spaced pages— 
including an abstract of no more than 100 words, tables, and 
figures) and may not include more than 100 references. 


Regular Articles and Brief Communications 


The only difference between these two types of papers is 
length. Regular Articles contain no more than 3,800 words, 
including an abstract of no more than 100 words, references, 
tables, and figures. Brief Communications contain no more 
than 2,500 words, including an abstract of no more than 100 
words, references, tables, and figures. (A table or figure that 
fills one-half of a vertical manuscript page equals 100 words 
of text; one that fills one-half of a horizontal page equals 150 
words.) Articles that exceed 3,800 words will be returned 
unreviewed to the authors. 


Clinical and Research Reports 


A prompt publication policy (i.e., publication within 4 to 
6 months after acceptance) is in effect for Clinical and Re- 
search Reports. Manuscripts may contain no more than one 
table and a maximum of 10 references; figures may not be 
used. Papers may contain a maximum of 1,300 words, in- 
cluding an abstract of no more than 40 words, text, refer- 
ences, and an optional table (estimate 15 words per refer- 
ence, 100 words for a double-spaced table that fills one-half 
of a vertical page, and 150 words for a double-spaced table 
that fills one-half of a horizontal page). These articles present 
1) new research findings, 2) data from pilot studies, 3) 
worthwhile replication studies, and 4) clinical studies involv- 
ing a number of patients. Essays, program descriptions, lit- 
erature reviews, and single case reports do not meet the cri- 
teria for this section. Submissions that exceed 1,300 words 
or contain figures will be returned to the author. 


Other Sections 


Letters to the Editor. Brief letters (maximum of 500 words 
and 5 references; no tables or figures) will be considered :f 
they include the notation “for publication.” The number of 
words should appear in the upper right corner. Letters crit- 
ical of an article published in the Journal will automatically 
be sent to the authors for reply. Because of space limitations 
not all letters can be printed. The Journal will notify authors 
about the disposition of their letters but does not return 
those that are not published. A letter must be signed by all of 
its authors. All letters will be edited; edited letters will not be 
sent to authors for approval, Letters must be typed dou- 
ble-spaced throughout on 812x11 inch paper; three copies 
are required, Letters that do not meet these specifications will 
be returned for revision. Reprints are not available. Single 
case reports except for detailed longitudinal studies should 
be submitted as Letters to the Editor. Case reports submitted 
as Letters to the Editor will be peer reviewed. 
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The abstract is a single paragraph no longer than 100 
words for Special Articles, Regular Articles, and Brief Com- 
munications and no longer than 40 words for Clinical and 
Research Reports. Authors should use the active voice and 
the third person. 


Text 


Authors should use the active voice and first person; head- 
ings and subheadings should be inserted at reasonable inter- 
vals. Footnotes to text may not be used, and summaries are 
usually unnecessary. 

Research design and statistics. The following information 
regarding research design should be included: 1) a clearly 
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whether tests were one- or two-tailed, and 4) what test was 
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FIGURE 1. Mean CSF Somatostatin Levels of Patlents With Alzhei- 
mer's Disease, Older Depressed Patients, and Age-Matched Control 
Subjects 
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*Significant difference between men and women (t=1.81, df=10, 
p< .05) and between the total Alzheimer’s disease group and the 
total control group (t=2.49, df=25, p<0.01). 

Significant difference between the total depressed group and the 
total control group (t=2.75, df=33, p<0.005). 
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Correction 


The table of contents for the October 1988 issue should have listed the page references for the following American Psy- 
chiatric Association reports, which appeared in the Official Actions section: Report of the Secretary: Summary of 
Actions of the Board of Trustees, May 1987—May 1988 (p. 1328), Report of the Treasurer (p. 1336), Report of the 
Medical Director (p. 1338), Report of the Speaker (p. 1342), Report of the Speaker-Elect (p. 1344), Report of the 
Committee on Membership (p. 1346), Report of the Committee of Tellers (p. 1350). 
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BRIEF SUMMARY OF PRESCRIBING INFORMATION 

Navane™ (thiothixene) Capsules: 1 mg, 2 mg, 5 mg, 10 mg, 20 mg 

(thiothixene hydrochloride) Concentrate: 5 mg/ml, Intramuscular: 2 mg/ml, 5 mg/m! 

Indications: Navane is effective in the menagement of manifestations of psychotic disorders. Navane has 
not been evaluated in the management of behavioral complications in patients with mental retardation. 
Contraindications: Contraindicated in patients with circulatory collapse, comatose states, central nervous 
syst2m depression due to any cause, and 3lood dyscrasias. Contraindicated in individuals who have shown 
hypersensitivity to the drug. It is not known whether there is a cross-sensitivity between the thioxanthenes 
and the phenothiazine derivatives, but the possibility should be considered. 

Wamings: Tardive Dyskinesia—Tardive dyskinesia, a syndrome consisting of potentially irreversible, in- 
voluntary, dyskinetic movements may develop in patients treated with neuroleptic (antipsychotic) drugs 
Although the prevalence of the syndrome eppears to be highest among the elderly, especially elderly women, 
itis impossible to rely upon prevalence estimates to predict, at the inception of neuroleptic treatment, which 
patients are likely to develop the syndrcme. Whether neuroleptic drug products differ in their potential to 
cause tardive dyskinesia is unknown 

Both the risk of peveoping the syndrome and the likelihood that it will become irreversible are believed 
to increase as the duration of treatment and the total cumulative dose of neuroleptic drugs administered to 
the patient increase. However, the syndrome can develop, although much less commonly, after relatively 
briet treatment periods at low doses 

There is no known treatment for estatlished cases of tardive dyskinesia, although the syndrome may 
rem t, partially or completely, if neurolept c treatment is withdrawn. Neuroleptic treatment, itself, however, 
may suppress (or partially suppress) the signs and symptoms of the syndrome and thereby may possibly 
mask the underlying disease process. The effect that symptomatic suppression has upon the long-term 
course of the syndrome is unknown 

Given these considerations, neuroleptics should be prescribed in a manner that is most likely to minimize 
the occurrence of tardive dyskinesia Ch-onic neuroleptic treatment should generally be reserved for pa- 
tients who suffer from a chronic illness that, 1) is known to respond to neuroleptic drugs, and, 2) for whom 
alternative, equally effective, but potent aily less harmful treatments are not aveilable or appropriate. In pa- 
tients who do require chronic treatment, tae smallest dose and the shortest duration of treatment producing 
a Satisfactory clinical response should be sought. The need for continued treatment should be reassessed 
periodically. 

If signs and symptoms of tardive dyskinesia appear in a patient on neuroleptics, drug discontinuation 
should be considered. However, some patients may require treatment despite the presence of the 
syndrome 

(For further information about the description of tardive dyskinesia and its clinical detection, please refer 
to Ir formation for Patients in the Precattions section, and to the Adverse Reaczions section.) 

Neuroleptic Malignant Syndrome (NM5)—A potentially fatal symptom complex sometimes referred to 
as Neuroleptic Malignant Syndrome (NMS) has been reported in association witn antipsychotic drugs. Clin- 
ical manifestations of NMS are hyperpyrexia, muscle rigidity, altered mental status and evidence of auto- 
nomic instability (irregular pulse or blooc pressure, tachycardia, diaphoresis, and cardiac d sthythimas). 

The diagnostic evaluation of patients with this syndrome is complicated. In arriving at a diagnosis, it is 
important to identify cases where the clinizal presentation includes both serious medical illness (e.g., pneu- 
mor ia, systemic infection, etc.) and untreated or inadequately treated extrapyramidal signs and symptoms 
(EPS). Other important considerations n the differential diagnosis include central anticholinergic toxicity, 
heat stroke, drug fever and primary central nervous system fens) pathology. 

Tie management of NMS should include 1) immediate discontinuation of antipsychotic drugs and other 
drugs not essential to concurrent therapy, 2) intensive symptomatic treatment and medical fonkoring, and 
3) treatment of any concomitant serious medical problems for which specific treatments are available. There 
is no general agreement about specific pharmacological treatment regimens for uncomplicated NMS. 

If a patient requires antipsychotic druc treatment after recovery from NMS, the potential reintroduction 
of drug therapy should be carefully considered. The patient should be carefully monitored, since recur- 
rences of NMS have been reported 

Usage in Pregnancy—Sate use of Navane during pregnancy has not been established. Therefore, this 
drug should be given to pregnant patients only when, in the judgment of the physician, the expected benefits 
from the treatment exceed the possible risks to mother and fetus. Animal reprcduction studies and clinical 
experience to date have not demonstrat3d any teratogenic effects 

In the animal reproduction studies with Navane, there was some decrease in conception rate and litter 
size, and an increase in resorption rate i rats and rabbits, changes which have been similarly reported with 
other psychotropic agents. After repeatec oral administration of Navane to rats i5 to 15 mg/kg/day), rabbits 
(3 to 50 mg/kg/day), and monkeys (1 to 3 mg/kg/day) before and during gestation, no teratogenic effects 
were seen. (See Precautions.) 

Usage in Children—The use of Navan in children under 12 years of age is not recommended because 
safety and efficacy in the pediatric age group have not been established. 

As is true with many CNS drugs, Navare may impair the mental and/or physical abilities required for the 
performance of potentially hazardous tasxs such as driving a car or operating machinery, especially during 
the -irst few days of therapy. Therefore, tre patient should be cautioned accordingly. 

As in the case of other CNS-acting drujs, patients receiving Navane should be cautioned about the pos- 
sible additive effects (which may includa hypotension) with CNS depressants and with alcohol. 
Precautions: An antiemetic effect was observed in animal studies with Navane; since this effect may also 
occur in man, it is possible that Navane may mask signs of overdosage of toxic drugs and may obscure 
conditions such as intestinal obstruction and brain tumor. 

In consideration of the known capabil ty of Navane and certain other psychotropic drugs to precipitate 
convulsions, extreme caution should be used in patients with a history of convulsive disorders or those in 
a state of alcohol withdrawal since it may lower the convulsive threshold. Althcugh Navane potentiates the 
actions of the barbiturates, the dosage of the anticonvulsant therapy should not be reduced when Navane 
is administered concurrently. 

Caution as well as careful adjustment of the dosage is indicated when Navane is used in conjunction with 
other CNS depressants other than anticonvulsant drugs 

Though exhibiting rather weak anticho inergic properties, Navane should be used with caution in patients 
who are known or suspected to have glaucoma, or who might be exposed t3 extreme heat, or who are 
receiving atropine or related drugs. 

Lse with caution in patients with cardiovascular disease. 

Also, careful observation should be rade for pigmentary retinopathy, and lenticular pigmentation (fine 
lenticular pigmentation has been noted n a small number of patients treated with Navane for prolonged 
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periods). Blood dyscrasias (agranulocytosis, pancytopenia, thrombocytopenic purpura), and liver damag 
(jaundice, biliary stasis) have been reported with related drugs. 

Undue exposure to sunlight should be avoided. Photosensitive reactions have been reported in patient 
on Navane (thiothixene) 

Intramuscular Administration—As with all intramuscular preparations, Navane Intramuscular should b 
injected well within the body of a relatively large muscle. The preferred sites are the upper omter quadrar 
of the buttock (i.e. gluteus maximus) and the mid-lateral thigh. 

The deltoid area should be used only if well developed, such as in certain adults and older shildren, an 
then only with caution to avoid radial nerve injury. Intramuscular injections should not be made into th 
lower and mid-thirds of the upper arm. As with all intramuscular injections, aspiration is necessary to hel 
avoid inadvertent injection into a blood vessel 

Neuroleptic drugs elevate prolactin levels; the elevation persists during chronic administration. Tissu 
culture experiments indicate that approximately one third of human breast cancers are prolactin-depender 
in vitro, a factor of potential importance if the prescription of these drugs is contemplated in a patient wit 
a previously detected breast cancer. Although disturbances such as galactorrhea, amenorrea, gynecc 
mastia, and impotence have been reported, the clinical significance of elevated serum prolactin levels i 
unknown for most patients. An increase in mammary neoplasms has been founc in rodents after chroni 
administration of neuroleptic drugs. Neither clinical studies nor epidemiologic studies conducted to date 
however, have shown an association between chronic administration of these drugs and marr mary tumor 
igenesis; the available evidence is considered too limited to be conclusive at this tme. 

Information for Patients—Given the likelihood that some patients exposed chronically to neeroleptics wi 

develop tardive dyskinesia, it is advised that all patients in whom chronic use is contemplated be given, i 
possible, full information about this risk. The decision to inform patients and/or their guardians must ob 
viously take into account the clinical circumstances and the competency of the patient to urderstand thi 
information provided. 
Adverse Reactions: Note: Not all of the following adverse reactions have been reported with Navani 
(thiothixene). However, since Navane has certain chemical and pharmacologic similarities to -he phenothi 
azines, all of the known side effects and toxicity associated with phenothiazine therapy shoud be borne ii 
mind when Navane is used. 

Cardiovascular effects: Tachycardia, hypotension, lightheadedness, and syncooe. In the event hypoten 
sion occurs, epinephrine should not be used as a pressor agent since a paradoxical further lowering of bloot 
pressure may result. Nonspecific EKG changes have been observed in some patients receiving Navani 
wiiothissre) These changes are usually reversible and frequently disappear on continued Nawane thera| y 

he incidence of these changes is lower than that observed with some phenothiazines. The cinical signifi 
cance of these changes is not known. 

CNS effects: Drowsiness, usually mild, may occur although it usually subsides with ccntinuation o 
Navane therapy. The incidence of sedation appears similar to that of the piperazine group of phenothiazines 
but less than that of certain aliphatic phenothiazines. Restlessness, agitation and insomnia have been noter 
wen Navane. Seizures and paradoxical exacerbation of psychotic symptoms have occurred with Navani 
infrequently. 

d Hivppere aia has been reported in infants delivered from mothers having recived structurally relate 
rugs. 

In addition, phenothiazine derivatives have been associated with cerebral edema and cerebrospinal fluic 
abnormalities 

Extrapyramidal symptoms, such as pseudo-parkinsonism, akathisia, and dystonia have been reported 
Management of these extrapyramidal symptoms depends upon the type and severity. Rapid -elief of acuti 
symptoms may require the use of an injectable antiparkinson agent. More slowly emerging symptoms maj 
be managed by reducing the Hig A of Navane and/or administering an oral antiparkinson agent 

Persistent Tardive Dyskinesia: As with all antipsychotic agents tardive dyskinesia may apoear in somt 
patients on long-term therapy or may occur after drug therapy has been discontinued. The syndrome i: 
characterized by rhythmical involuntary movements of the tongue, face, mouth or jaw (e.g., protrusion o 
tongue, puffing of cheeks, puckering of mouth, chewing movements), Sometimes these may be accom 
panied by involuntary movements of extremities. 

Since early detection of tardive dyskinesia is important, patients should be monitored on aa ongoing ba 
sis. It has been reported that fine vermicular movement of the tongue may be an early sign of tae syndrome 
If this or any other presentation of the syndrome is observed, the clinician should consider possible discor 
tinuation of neuroleptic medication. (See Warnings section.) 

Hepatic Effects: Elevations of serum transaminase and alkaline phosphatase, usually transient, ha\ 
been infrequently observed in some patients. No clinically confirmed cases o* jaundice attributable tc 
Navane have been reported 

Hematologic Effects: As is true with certain other psychotropic drugs, leukopenia and leukocytosis 
which are usually transient, can occur occasionally with Navane. Other antipsychotic drugs vave been as: 
sociated with agranulocytosis, eosinophilia, hemolytic anemia, thrombocytopenia and pancrtopenia 

Allergic Reactions: Rash, pruritus, urticaria, photosensitl ly and rare cases of anaphylaxis have beer 
reported with Navane. Undue exposure to sunlight should be avoided. Although not experienced witt 
Navane, exfoliative dermatitis and contact dermatitis (in nursing personnel) have been reported with certair 
phenothiazines 

Endocrine Disorders: Lactation, moderate breast enlargement and amenorrhea have occumred in a smal 
percentage of females receiving Navane. If persistent, this may necessitate a reduction in dosage or tht 
discontinuation of therapy. Phenothiazines have been associated with false positive pregnaacy tests, gy 
necomastia, hypoglycemia, hyperglycemia, and glycosuria. 

Autonomic Effects: Dry mouth, blurred vision, nasal congestion, constipation, increased sweating, in 
creased salivation, and impotence have occurred infrequently with Navane therapy. Phenothiazines have 
been associated with miosis, mydriasis, and adynamic ileus. 

Other Adverse Reactions: Hyperpyrexia, anorexia, nausea, vomiting, diarrhea. increase im appetite anc 
weight, weakness or fatigue, polydipsia and peripheral edema. 

Although not reported with Navane, evidence indicates there is a relationship between dhenothiazine 
therapy and the occurrence of a systemic lupus erythematosus-like syndrome. 

Neuroleptic Malignant Syndrome (NMS): Please refer to the text regarding NMS in the WARNINGS 
section. 

NOTE: Sudden deaths have occasionally been reported in patients who have received cer ain phenothi 
azine derivatives. In some cases the cause of death was apparently cardiac arrest or asphyxia due to failure 
of the cough reflex. In others, the cause could not be determined nor could it be established that death wa: 
due to phenothiazine administration. 

Dosage: Dosage of Navane should be individually adjusted depending on the chronicity and severity of the 
condition. See full prescribing information. 

Ovoroorane: For information on signs and symptoms, and treatment of overdosage, see fell prescribing 
information 
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E Now after 23 years 


e Norpramin is the #1 prescribed antidepressant by 
psychiatrists for the 2nd year in succession (based 
on a national prescription audit through July, 1987) 
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Figure 1. The red line tracks the percent prescription activity for the antidepressant 
change in new Norpramin prescriptions. market (based on data from a national 
The yellow line represents the total new prescription audit through July 1987). 
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Ge The reasons are clear 


e A 23-year record of efficacy in relieving 
symptoms of depression, including somatic 
anxiety,’ sleep disturbances? 


e Less anticholinergic activity than amitriptyline or 
doxepin, as shown in studies in the laboratory? 
and in normal human subjects*° 
(see Warnings) 





e Usually no excessive daytime drowsiness* 
(see Warnings) 





° A well-defined clinical profile 





e Unexcelled dosage flexibility, for patient 
convenience and compliance, for cost savings 
to patient... 





*Norpramin does not usually inhibit normal activity, although patients should be cautioned 
against driving or operating machinery if drowsiness occurs (see Warnings, Precautions, and 
Adverse Reactions). 
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daily or divided dosage allows titration to 
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CAUTION: Federal law prohibits dispersing without prescription. 


DESCRIPTION 
Norpramin (desipramine hydrochloride USP) 1s an antidepressant drug of the tricyclic type, and 1s chemically: 
SH-Diben [b,f| azepine-5-propanamine, 10, II-dihydro-A-methyl-. monohydrochloride 


* HCI 


N 


CH.CH,CH,NHCH, 
IMACTIVE INGREDIENTS j 
The following inactive ingredients are contained in all dosage strengths: ACAcia, calcium carbonate, com 
starch, D&C Red No. 30 and D&C Yellow No. 10 (except 10 mg and 150 mg), FD&C Blue No. 1, FD&C Red No. 3, 
FD&C Yellow No. 6, hydrogenated soy oil, iron oxide, light mineral oil, magnesium stearate, mannitol, 
polyethylene glycol 8000, pregelatinized com starch, sodium benzoate (except 150 mg), sucrose, talc, 
titanium dioxide, and other ingredients 


CLINICAL PHARMACOLOGY 

Mechanism of Action 

Available evidence suggests that many depressions have a biochemical basis in the form of a relative 
deficiency of neurotransmitters such as norepinephrine and serotonin, Norepinephrine deficiency may be 
associated with relatively low urinary 3-methoxy-4-hydroxypheny! glycol (MHPG) levels, while serotonin 
deficiencies may be associated with low spinal fluid levels of 5-hydroxyindoleacetic acid 

While the precise mechanism of action of the tricyclic antidepressants 1s unknown, a leading theory suggests 
that they restore normal levels of newotransmutters by blocking the re-uptake of these substances from the 
synapse in the central nervous system Evidence ndicates that the secondary amine tricyclic antidepres 
sants, including Norpramin, may have greater activity in blocking the re-uptake of norepinephrine. Tertiary 
amine tricyclic antidepressants, such as amitriptyline, may have greater effect on serotonin re-uptake. 
Norpramin (desipramine hydrochloride) ıs not a monoamine oxidase (MAO) inhibitor and does not act primarily 
as a central nervous system stimulant It has been found in some studies to have a more rapid onset of action 
than imipramine. Earliest therapeutic effects may occasionally be seen in 2 to $ days, but full treatment 
benefit usually requires 2 to 3 weeks to obtain 

Metabolism 

Tricyclic antidepressants, such as desipramine hyarochloride, are rapidly absorbed trom the gastrointestinal 
tract. Tricyclic antidepressants or their metabolites are to some extent excreted through the gastric mucosa 
and reabsorbed trom the gastrointestinal tract Desipramine 1s metabolized in the liver and approximately 
10% 1s excreted in the urine 

The rate of metabolism of tricyclic antidepressants varies widely trom individual to individual, chiefly on a 
genetically determined basis. Up to a thirty-sixtole difference in plasma level may be noted among individu 
als taking the same oral dose of desipramine. In general, the elderly metabolize tricyclic antidepressants 
more slowly than do younger adults 

Certain drugs, particularly the psychostimulants and the phenothiazines, increase plasma levels of con 
comitantly administered tricyclic antidepressants through competition for the same metabolic enzyme sys 
tems Concurrent administration of cimetidine and tricyclic antidepressants can produce clinically 
Significant increases in the plasma concentrations of the tricyclic antidepressants. Conversely, decreases in 
plasma levels of the tricyclic antidepressants have been reported upon discontinuation of cimetidine which 
may result in the loss of the therapeutic efficacy of the tricyclic antidepressant Other substances, par 
ticularly barbiturates and alcohol, induce liver enzyme activity and thereby reduce tricyclic antidepressant 
plasma levels. Similar effects have been reported with tobacco smoke 

Research on the relationship of plasma level to therapeutic response with the tricyclic antidepressants has 
produced conflicting results While some studies raport no correlation, many studies cite therapeutic levels 
for most tricyclics in the range of 50 to 300 nanograms per milliliter The therapeutic range 1s different for 
each tricyclic antidepressant. For desipramine, an optimal range of therapeutic plasma levels has not been 
established 


INDICATIONS 
Norpramin (desipramine hydrochloride) 15 indicated for relief of symptoms in various depressive syndromes, 
especially endogenous depression 
CONTRAINDICATIONS 
Desipramine hydrochloride should not be given in conjunction with, or within 2 weeks of, treatment with an 
MAO inhibitor drug; hyperpyretic crises, severe convulsions, and death have occurred in patients taking MAO 
inhibitors and tricyclic antidepressants. When Noepramin (desipramine hydrochloride) 1s substituted for an 
MAO inhibitor, at least 2 weeks should elapse between treatments. Norpramin should then be started 
cautiously and should be increased gradually 

The drug ıs contraindicated in the acute recovery period following myocardial infarction. It should not be used 
in those who have shown prior hypersensitivity to the drug Crass sensitivity between this and other 
dibenzazepines 15 a possibility, 
WARNINGS 
Extreme caution should be used when this drug. 1s given in the following situations: 

a. In patients with cardiovascular disease, because of the possibility of conduction defects, 
arrhythmias, tachycardias, strokes, and acute myocardial infarction 

3 In patients with a history of urinary retention or glaucoma, because of the anticholinergic properties 

the drug. 

c In patients with thyroid disease or those taking thyroid medication, because of the possibility ot 
cardiovascular toxicity, including arrhythmias 

d. In patients with a history of seizure disorder, because this drug has been shown to lower the seizure 
threshold 
2 This drug is capable of blocking the antihypertensive effect of guanethidine and similarly acting com 
pounds 


3 USE IN PREGNANCY 

Safe use of desipramine hydrochloride during pregnancy and lactation has not been established; therefore, 
if ut is to be given to pregnant patients, nursing mothers, or women of childbearing potential, the possible 
benefits must be weighed against the possible hazards to mother and child. Animal reproductive studies have 
been inconclusive 
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4 USE IN CHILDREN 

Norpramin (desipramine hydrochloride) ıs not recommended for use in children since salety and effec 
tiveness in the pediatric age group have not been established 
5. The patient should be cautioned that this drug may impair the mental and/or physical abilities required for 
the performance of potentially hazardous tasks such as driving a car or operating machinery 
6. In patients who may use alcohol excessively, it should be bome in mind that the potentiation may 
increase the danger inherent in any suicide attempt or overdosage. 


PRECAUTIONS 

1 It us important that this drug be dispensed in the least possible quantities to depressed outpatients, since 
suicide has been accomplished with this class of drug. Ordinary prudence requires that children not have 
access to this drug or to potent drugs of any kind; if possible, this drug should be dispensed in containers 
with child-resistant safety closures. Storage of this drug in the home must be supervised responsibly, 

2. It serious adverse effects occur, dosage should be reduced or treatment should be altered. 

3. Nompramin (desipramine hydrochloride) therapy in patients with manic-depressive illness may induce a 
hypomanic state after the depressive phase terminates. 

4 The drug may cause exacerbation of psychosis in schizophrenic patients. 

5 Close supervision and careful adjustment of dosage are required when this drug is given concomitantly 
with anticholinergic or sympathomimetic drugs 

6 Patients should be wamed that while taking this drug their response to alcoholic beverages may be 
G led 

7 Clinical experience in the concurrent administration of ECT and antidepressant drugs ıs limited. Thus, 1t 
Such treatment 1s essential, the possibility of increased risk relative to benefits should be considered. 

8 Hf Norpramin (desipramine hydrochloride) ıs to be combined with other psychotropic agents such as 
tranquilizers or sedative/hypnotics, careful consideration should be given to the pharmacology of the agents 
employed since the sedative effects of Norpramin and benzodiazepines (e.g, chlordiazepoxide or diazepam) 
are additive. Both the sedative and anticholinergic effects of the major tranquilizers are also additive to 
those of Norpramin, 

9. Concurrent administration of cimetidine and tricyclic antidepressants can produce clinically significant 
increases in the plasma levels of the tricyclic antidepressants (see CLINICAL PHARMACOLOGY. Metabo- 
lism) Conversely. decreases in plasma levels of the tricyclic antidepressants have been reported upon 
discontinuation of cimetidine which may result in the loss of the therapeutic efficacy of the tricyclic 
antidepressant 

10 This drug should be discontinued as soon as possible prior to elective surgery because of the possible 
cardiovascular effects, Hypertensive episodes have been observed during surgery in patients taking 
desipramine hydrochloride 

11 Both elevation and lowering of blood sugar levels have been reported 

12 Leukocyte and differential counts should be performed in any patient who develops fever and sore throat 
during therapy, the drug should be discontinued it there 1s evidence of pathologic neutrophil depression 


ADVERSE REACTIONS 

Note: Included in the following listing are a few adverse reactions that have not been reported with this 
specific drug However, the pharmacologic similarities among the tricyclic antidepressant drugs require that 
each of the reactions be considered when Norpramin (desipramine hydrochloride) ıs given 
Cardiovascular: hypotension, hypertension, tachycardia, palpitation, arrhythmias, heart block, myocardial 
infarction, stroke 

Psychiatric: contusional states (especially in the elderly) with hallucinations, disorientation, delusions 
anxiety, restlessness, agitation; insomnia and nightmares, hypomania; exacerbation of psychosis 


Neurologic: numbness, tingling, paresthesias of extremities, incoordination, ataxia, tremors, peripheral 
Neuropathy. extrapyramidal symptoms, seizures, alteration in EEG patterns, tinnitus 

Anticholinergic: dry mouth, and rarely associated sublingual adenitis, blurred vision, disturbance of 
accommodation, mydriasis, increased intraocular pressure. constipation, paralytic ileus, urinary retention 
delayed micturition, dilatation of urinary tract 


Allergic: skin rash, petechiae, urticaria, itching, photosensitization (avoid excessive exposure to sunlight), 
edema (of face and tongue or general), drug tever, cross sensitivity with other tricyclic drugs 


Hematologic: bone marrow depressions including agranulocytosis, eosinophilia, purpura, throm 
bocytopenia 

Gastrointestinal: anorexia, nausea and vomiting. epigastric distress, peculiar taste, abdominal cramps, 
diarrhea, stomatitis, black tongue 


Endocrine: gynecomastia in the male, breast enlargement and palactorrhea in the female, increased or 
decreased libido, impotence, paintul ejaculation, testicular swelling, elevation or depression of blood 
sugar levels, syndrome of inappropriate antidiuretic hormone secretion (SIADH) 


Other: jaundice (simulating obstructive), altered liver function, weight gain or loss. perspiration, 
flushing. urinary frequency, nocturia, parotid swelling, drowsiness, dizziness, weakness and fatigue, 
headache, alopecia 

Withdrawal Symptoms: Though not indicative of addiction, abrupt cessation of treatment alter prolonged 
therapy may produce nausea, headache, and malaise 


DOSAGE AND ADMINISTRATION 

Not recommended for use in children 

Lower dosages are recommended for elderly patients and adolescents, Lower dosages are also recom 
mended for outpatients compared to hospitalized patients, who are closely supervised Dosage should be 
initiated at a low level and increased according to clinical response and any evidence of intolerance 
Following remission, maintenance medication may be required for a period of time and should be at the 
lowest dose that will maintain remission 

Usual Adult Dose 

The usual adult dose ıs 100 to 200 mg per day In more severely ill patients. dosage may be further 
increased gradually to 300 mg/day if necessary Dosages above 300 mg/day are not recommended 
Dosage should be initiated at a lower level and increased according to tolerance and clinical response 
Treatment of patients requiring as much as 300 mg should generally be initiated in hospitals, where 
regular visits by the physician, skilled nursing care, and frequent electrocardioprams (ECG's) are 
available 
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The best available evidence of impending toxicity from very high doses of Norpramin:is prolongation « 
QRS or QT intervals on the ECG. Prolongation of the PR interval is also significant, but less ch 
correlated with plasma levels Clinical symptoms of intolerance, especially drowsiness, dizziness 
postural hypotension, should also alert the physician to the need for reduction in dosage PI 
desipramine measurement would constitute the optimal guide to dosage monitoring 

Initial therapy may be administered in divided doses or a single daily dose 

Maintenance therapy may be given on a once-daily schedule for patient convenience and compliant 


Adolescent and Geriatric Dose 
The usual adolescent and geriatric dose 1s 25 to 100 mg daily. 
Dosage should be initiated at a lower level and increased according to tolerance ard clinical respon 
a usual maximum of 100 mg daily. In more severely ill patients, dosage may be fuither increased te 
mg/day. Doses above 150 mg/day are not recommended in these age groups 
Initial therapy may be administered in divided doses or a single daily dose. 
Maintenance therapy may be given on a once-daily schedule for patient convenience and compliant 
OVERDOSAGE 
There 1s no specific antidote for desipramine, nor are there specific phenomena of diagnostic 
characterizing poisoning by the drug 
Within an hour of ingestion the patient may become agitated or stuporous and then camatose. Hypoten 
shock, and renal shutdown may ensue Grand mal seizures, both early and late afte: ingestion, have 
reported. Hyperactive reflexes, hyperpyrexia, muscle rigidity, vomiting, and ECG evidence of imp 
conduction may occur Serious disturbances of cardiac rate. rhythm, and output can-occur. The precep 
early evacuation of the ingested material and subsequent support of respiration (airway and moven 
circulation, and renal output apply. 
The principles of management of coma and shock by means of the mechanical respirator, ca 
pacemaker, monitoring of central venous pressure, and regulation of fluid and acid-aase balance are 
known in most medical centers and are not further discussed here 
Because CNS involvement, respiratory depression, and cardiac arrhythmia can occur suddenly, hospita 
tion and close observation are generally advisable, even when the amount ingested ‘s thought to be $ 
of the initial degree of intoxication appears slight or moderate Most patients wrth ECG abnormal 
should have continuous cardiac monitoring for at least 72 hours and be closely observed until well 
Cardiac status has retumed to normal; relapses may occur after apparent recovery 
The, slow intravenous administration of physostigmine salicylate kas been reported 10 reverse most o 
anticholinergic cardiovascular and CNS effects of overdose with tricyclic antidepressants. In adults, 
3 mg has been reported to be effective. In children, the dose should be started with 0.5 mg and repe 
at S-minute intervals to determine the minimum effective dose. no more than 2 mg should be g 
Because of the short duration of action of physostigmine, the elective dose shouid be repeated at 
minute to 60-minute intervals, as necessary Rapid injection should be avoided toireduce the possit 
of physostigmine-induced convulsions 
Other possible therapeutic considerations include 

(a) Dralysis: Desipramine 1s found in low concentration in the serum, even afte: a massive oral ¢ 
In vitro experiments in which blood bank blood was used indicate that it is very poorly diah 
Because of indications that the drug is secreted in gastric juice, constant gastric lavage has 
suggested 

(b) Pharmacologic treatment of shock: Since desipramine potentiates the action of such vasopre 
agents as levarterenol and metaraminol, they should be used only with caution 

(c) Pharmacologic control of seizures: Intravenous barbiturates ace the treatment of choice tor 
control of grand mal seizures One may, alternatively, consider the parenteral use of diphenylhydan 
Ma has less central depressant effect but also has an effect on heart rhythm that has not yet been 
detined 

(d) Pharmacologic control of cardiac function: Severe disturbances of cardiac rate, rhythm, and ot 
are probably the initiating events in shock Intravascular volume must be maintained by iv. fh 
Oigitalization should be carried out early in view of the tact that a positive imotropic effect cal 
achieved without increase in cardiac work Many of the cardiodynamic effects of digitalis are the e 
opposite of those of massive doses of desipramine (animal studies) 


WOW SUPPLIED 
10 mg blue coated tablets imprinted 68-7 
NOC 0068-0007-01. bottles of 100 
25 mg yellow coated tablets imprinted MERRELL 11 or NORPRAMIN 25 
NOC 0068-0011-01. bottles of 100 
NOC 0068-0011-61- unit dose dispenser of 100 
NOC 0068-001 1-10: bottles of 1000 
50 mg green coated tablets imprinted MERRELL 15 or NORPRAMIN 50 
NDC 0068-0015-01: bottles of 100 
NOC 0068-0015-61. unit dose dispenser of 100 
NDC 0068-0015- 10: bottles of 1000 
1% mg orange coated tablets imprinted MERRELL 19 or NORPRAMIN 75 
NOC 0068-0019-01: bottles of 100 
100 mg peach coated tablets imprinted MERRELL 20 or NORPRAMIN 100 
NOC 0068-0020-01: bottles of 100 
150 mg white coated tablets imprinted MERRELL 21 or NORPRAMIN 150 
NOC 0068-0021-50: bottles of 50 
Norpramin tablets should be stored at room temperature, preferably below 86°F (30°C) Protect | 
excessive heat 
Product Information as of April, 1987 Y2 
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of efficacy. 





BuSpar wwuspirone HCl) 


Tablets, 5 mg and 10 mg 


The anxiolytic that breaks 
the link between efficacy and 
a withdrawal syndrome 


Proven anxiolytic efficacy during treatment... 
without a withdrawal syndrome when therapy ends' 




















During therapy, BuSpar- 
treated patients and 
Clorazepate-treated 
patients experienced 
significant reductions in 
Hamilton Anxiety Scale 
scores. Upon discontinu- 
ation of therapy, however, 
clorazepate-treated 
patients experienced a 
significant increase in 
HAM-A Scale scores, 
indicating the emergence BuSpar tem Clorazepate o o o o o o 
of a withdrawal syndrome 
—BuSpar-treated patients 
did not. 
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Che first choice for 
chronic anxiety 


BuSpar effectively relieves 
he symptoms of anxiety—such as 
ritability, inability to concentrate, and 
xcessive worry or fearfulness—generally 
vithout producing euphoria’ and with no 
nore drowsiness (10%) than induced by 
ilacebo (9%).’ 


BuSpar helps restore normal 
unctioning generally without 
npairing cognition’ or motor function*° 
ir potentiating the effects of alcohol.**° 


No withdrawal syndrome has 
een demonstrated in clinical 
rials with BuSpar, even on abrupt 
liscontinuation of therapy.' As a result, 
‘ou stay in control of the treatment you 
rescribed. 


Counseling and follow-up are 
mportant. Patients should be advised 
hat BuSpar does not produce a 


tranquilizer “buzz; but instead will relieve 
their symptoms gradually and steadily. 
Improvement generally is noted within 

7 to 10 days. Patients should be monitored 
for relief of symptoms, improvement in 
functioning, and an increased capacity 

to cope. 


BuSpar is not a controlled 
substance. Side effects associated with 
the use of BuSpar not seen at an equivalent 
incidence among placebo-treated patients 
in controlled clinical trials were 


dizziness (12%), nausea (8%), headache (6%), 


nervousness (5%), lightheadedness (3%), 
and excitement (2%). 


*Study conducted in normal volunteers. Patients 


should be cautioned about operating an 
automobile or using complex machinery until 
they are reasonably certain that BuSpar treatment 
does not affect them adversely. 


**While formal studies of the interaction of BuSpar 


with alcohol indicate that it does not increase 
alcohol-induced impairment in motor and mental 
performance, it is prudent to avoid concomitant 
use of alcohol and BuSpar. 


The first choice for chronic anxiety 


buspar: 


(buspirone HCI) 


A different kind of calm 


‘or Brief Summary, please see following page. 


Tablets 
5 mg and 10 mg 
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Contraingications: Hypersensitivity tc buspirone hydrochloride 
Warnings: The administration of BuSpar to a patient taking a monoamine oxidase inhibitor 
(MAQ!) may pose a hazard. Since bicod pressure has become elevated when Buspar was administered 
concomitantly with an MAOI such concomitant use is not recommended, BuSpar should nat be employed in 
lieu of appropriate antipsychotic treatment. 
Precautions: General —iriterference wilh cognitive and motor pertormance. Although buspirone is less 
sedating than other anxiolytics and does sot produce significant functional impairment, its CNS effects ina 
given patient may not be predictable. therefore, patients should be cautioned about operating an automobile 
Of using complex machinery until they are reasonably certain that buspirone does not attect them adversely 
Although buspirone has not been shown io increase alcohol-induced impairment in motor and mental per- 
formance. it is prudent to avoid concomi ant use with alcoho! 
Potential for withdrawal reactions in seaative/hypnoticanxiolytic drug dependent patients Because bu- 
sprone wil not block the withdrawal syndrome often seen with cessation of therapy with benzodiazepines 
and aher common sedative*hypnotic drugs, before starting buspirone withdraw patients gradually trom 
their prior treatment, especially those wno used a CNS depressant chronically. Rebound or withdrawal 
symptoms May occur Over varying time periods, depending in part on the type of drug and its elimination 
halt-tite, The withdrawal syndrome can ap dear as any combination of irritability, anxiety, agitation, insomnia, 
tremor, abdominal cramps, muscle crames, vomiting, sweating, flu-like symptoms without fever and occa- 
sionally, even as seizures. 
Possible concerns related to buspirone's binding to dopamine receptors: Because buspirone can bind to 
central dopamine receptors, a question has been raised about its potential to cause acute and chronic 
charges in dopamine mediated neurological function (eg, dystonia, pseudoparkinsonism, akathisia, and 
tardive dyskinesia). Clinical experience if controlled trials has failed to identity any significant neuroleptic - 
like activity, however, a syndrome of restlessness, appearing shortly atter initiation of treatment, has been re- 
ported. Ihe syndrome may be due to increased central noradrenergic activity cr may be attributable to 
dopeminergic effects je represent akath sia) 
Information for Patients —Patients should be instructed to intorm their physician about any medica- 
tions. prescription or nonprescription, alc oho! or drugs they are now taking or plan to take during treatment 
with buspirone, to inform their physician if they are pregnant, are planning to become pregnant. or became 
pregnant while taking buspirone: to inform their physician if they are breast feeding, and not to drive a car or 
operate potentially dangerous machinery until they experience how this medication affects them 
rug interactions -Concomitant use with other CNS active drugs should be approached with caution 
(see Warnings). Concomitant use with trazodone may have caused 3- to&-fold elevations on SGPT (ALT) in 
afew patients Concomitant administration of BuSpar and haloperidol resulted in increased serum haloperi- 
dol concentrations in normal volunteers The clinical significance is not clear Buspirone does not displace 
fighty bound drugs like phenytoin, propranolol, and warfarin trom Serum proinn: but may displace less 
firmly bound drugs like digoxin. However, there was one report of prolonged proth-ambin time when buspi- 
rone was given 10 a patient also treated with warfarin, Pi toin, phenobarbital, digoxin, and Synthroid 
Carcinogenesis, Mutagenesis, Impairment of Fertility—No evidence of carcinogenic potential 
was obselved in rats or mice. buspirone did not induce point mutations, nor was DNA damage observed: 
chromosomal aberrations or abnormalities did not occur 
Pregnanc i Teratogenic Effects—Preqnancy Category B: Should be used during pregnancy only it 
cleatly neede: 
Nursing Mothers—Administration to cursing women should be avoided if clir ically possible 
Pediatric Use {he satety and effectiveness have not been determined in individuals below 18 years of 
age 
se in the Elderly Ne unusual, adverse, age-related phenomena have been identified in elderly patients 
tece ving a total, modal daily dose of 15 m : 
Use in Patients with Impaired Hepatic or Renal Function —Since buspirone is metabolized by the 
liver and excreted by the kidneys, it is nal recommended in severe hepatic or renal impairment 
Adverse Reactions (See also Precautions): Commonly Observed—The more commonly ob- 
served untoward events, nol seen af an ec ulvalent incidence in placebo-treated patients. include dizziness, 
nausea headache, nervousness, lighthezdedness, and excitement 
Assaciated with Discontinuation of Treatment The more common events causing discontinuation 
incl. ded central nervous system disturbences (3.4%), primarily dizziness, insomma, nervousness, drows- 
mess, lightheaded feeling. gastrointestinal disturbances (1 2%). primarily nausea; miscellaneous distur- 
bances (1). primarily Peadache and fatigue. in addition, 3.4% of patients had multiple complaints, none 
of which could be characlerzed as primar 
incidence in Controlled Clinical Trials —Adverse events reported by 1% of more of 477 patients who 
ecerved buspirone in four-week, controtisd trials: Cardiovascular: Tachycardia/palpitabions 1%. CNS: Diz- 
2%, drowsiness 10%. nervousness 5%, insomnia 3%, lightheadedness 3%, decreased concentra- 
o. excitement 2%, anger/hostility 2%, contusion 2%, depression 2%. EENT. Blurred vision 2% 
atestinal: Nausea 8% , dry mouth 2%, abdominal gastric distress 2%, diarrea 2%. constipation 1%, 
e Musculoskeletal: Musculoskeletal aches/pains 1%. Neurological’ Numbness 2% , paresthesia 
1%, ncoordination 1%. tremor 1% Skin. Skin rash 1% Miscellaneous: Headache 6%, fatigue 4%, weak- 
ness 2%. sweating/clamminess 1% i : A 
Other Events Observed During the Entire Premarketing Evaluation—Tt e relative frequency of all 
othe undesirable events reasonably associated with the use of buspirone in approximately 3000 subjects 
who took multiple doses of the drug under well-controlled, open, and uncontrolled conditions is defined as 
Frequent are those occurring in at least 1900 patients, infrequent are those occurring in 1100 to 
tents, and rare are those occuring in less than 1/1000 patients. Cardiovascular frequent. non- 
specie chest pain. infrequent: syncope, hypotension, hypertension: rare: cerebrovascular accident, con- 
estve heart failure, myocardial infarction, cardiomyopathy, bradycardia. Central Nervous System- 
requent dream disturbances, infrequent: depersenalization, dysphoria, noise intolerance, euphoria, aka- 
thista, fearlulness, loss of interest, disscciative reaction, hallucinations, suicidal ideation, seizures, rare. 
feelings of claustrophobia, coid intolerance, stupor, slurred speech, psychosis. FENT frequent: tinnitus, 
sore troat, nasal congestion. infrequent: redness and itching of the eyes, altered taste, altered smell, con- 
junc ivitis, rare’ inner ear abnormality, eye pain, photophobia, pressure on eyes. Endocrine —rare: galactor- 
thea thyroid abnormality. Gastromtestine /...intrequent. Halulence, anorexia, increased appetite, salivation, 
irritable Colon, rectal bleeding. rare: burning of the tongue. Genitourinary. infrequent urinary frequency, 
urinary hesitancy. Menstrual aregularity and spotting, dysuria; rare: amenorrhea, pelvic inflammatory dis- 
ease enuresis, nocturia. Musculaskelelar...infrequent: muscle cramps, muscle spasms, rigid/stift muscles, 
arthralgias Neurological .. infrequent: involuntary movements, slowed reaction time: rare: muscle weak- 
ness, ie alt ~ infrequent hypervent lation, shortness of breath, chest congestion, rare: epistaxis, Sex- 
ual runcton..intrequent: decreased or increased libido, rare: delayed ejaculation, impotence. Skin. 
infrequent edema, pruritus, Hushing, easy bruising, hair lass, dry skin, facial edema, blisters; fare: acne. 
thinning of nails Clinical Laboratory. infrequent: increases in hepatic aminotransterases (SGOT. SGPT): 
tare eosinophilia, leukopenia, thrombocytopenia, Miscellaneous —infrequent: weight gain, fever roaring 
Sensation in the head, weight loss, malaise; rare: alcohol abuse, bleeding disturbance, loss of voice, hic- 
couchs 
Postintroduction Clinical Experience —Rare occurrences ol allergic reactiors, cogwheel rigidity, aps: 
tonic reachons, ecchymosis. emotional lability, tunnel vision, and urinary retention have been reported. Be- 
cause of the uncontrolled nature of these spontaneous reports, a causal relationship to BuSpar has not been 
dete mined 
Drug Abuse and Dependence: Controlled Substance Class—Not a controlled substance. 
Physical and Psychological Dependence —Buspitone has shown no potential for abuse or diversion 
and here is no evidence that it causes tolerance, or either physical or Eee noroateal dependence. However, 
since st is dificult to predict from experiments the extent to which a CNS-active drug will be misused. di- 
verted, and/or abused once marketed, physicians should ane evaluate patients for a history of drug 
abuse and follow such patients closely, observing them for signs of buspirone misuse or abuse (eg, develop- 
men: of tolerance, incrementation of dose, drug-seeking behavior) . 
Overdosage: Signs and Symptoms —A! doses approaching 375 mg/day the tollowing symptoms were 
observed nausea, vomiting, dizziness, drowsiness, miosis, and gastric distress. No deaths have been re- 
arted in humans either with deliberate or accidental overdosage. . 
ecommended Overdose Treatment—Generai symptomatic and supportive measures should be 
usec along with immediate gastric lavage. No specific antidote is known and dialvzability of buspirone has 
not been determined MJL 7-4221R 


For complete details. see Prescribing information 
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message to 
psychiatrists and 
employers 


Simplify your search for the right job or job candidate 
Let the professional resources of APA's Psychiatri 
Placement Service work for you. 


if you are a psychiatrist seeking a rew challenge 
a better location, or a more lucrative saary, th 
Psychiatric Placement Service will put you in touch wit 
suitable employers. For a modest fee and in complet: 
confidence, you can list your professional cualificc 
tions and your personal preferences with the PPS fc 
one year. 


As an employer, you will benefit from the experience 
of professional recruiters who will carefully explore 
every aspect of your position and match your re 
quirements against a comprehensive pool of phys 
cian candidates. Unlike other search firms, the PPS puf 
at your disposal the wide resources of APA—ail for € 
fraction of the cost you might expect. 


In its first year, the Psychiatric Placement Service suc 
cessfully introduced many qualified candidatss to prc 
spective employers, This year, we'd like to introduce 
you fo your next employment opportunity. Ca 
Maureen Corrigan at (202) 682-64C8 or mail thi 
coupon today. 








Please send me more information about the Psychiatric 
Placement Service. 


O Potential [J Potential 
Applicant Employer 





Name (please print) 





Address 





City State Zip 





Phone 


Mail to Maureen Corrigan, Placement Coordinator, 
Psychiatric Placement Service, APA, 1400 K Streat, N.W., 
Washington, D.C. 20005 
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THE COLUMBIA-PRESBYTERIAN 
MEDICAL CENTER 


DEPARTMENTS OF PSYCHIATRY, 
NEUROLOGY AND NEUROSURGERY 





THE CHARLES A. DANA 
FOUNDATION AWARDS 
TO PREPARE CLINICAL INVESTIGATORS 


BY PROVIDING TRAINING IN 
BASIC SCIENCE. 


CANDIDATES FOR PSYCHIATRY AWARDS 


IN JULY 1989 SHOULD BE RESIDENTS 
OR RESEARCH FELLOWS NOW 


REQUEST INFORMATION BY JANUARY 15, 1988 
FROM 
RONALD O. RIEDER, M.D., COORDINATOR 


DANA CLINICAL NEUROSCIENCES 
TRAINING PROGRAM 
722 WEST 168th STREET 
NEW YORK, N.Y., 10032 


CPMC IS AN EEO/AA EMPLOYER 
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AMERICAN 
PSYCHIATRIC 
ASSOCIATION 
Mnd Annual Meeting 
MAY 6-11, 1989 


San Francisco, California 


The 1989 Annual Meeting will feature: 
* Courses 

« Symposia 

* Workshops 

* Poster Sessions 

* Exhibits 

e Distinguished Speakers 


Small Group Formats: 

* Mee: informally with prominent colleagues 
(Discussion Groups) 

* Discuss difficult cases with experts in the field 
(Clinical Consultation With Series) 


For further information write: 
Office to Coordinate the Annual Meeting 
American Psychiatric Association 
1400 K Street, N.W. 
Washington, D.C. 20005 











Where’s the 
best place 
fora 
patient 


recovering 
from a 


drug or 
alcohol 
problem?... 





TRIFLUOPERAZINE ! $! 


From the company you've come to depend on for quality products, 
economy and value. Trifluoperazine HCI tablets, 
Bolar’s generic alternative to Stelazine®. 


For more information, contact Bolar Pharmaceutical Co., Inc. 
33 Ralph Avenue, Copiague, NY 11726-0030, 
Phone: f 516) 842 -8383, Fax: f 516) 842-8630. Stelazine is a registered trademark of Smith Kline & French Laboratories 


[760 BOLA Co., Inc. 


MANUFACTURERS OF GENERIC PHARMACEUTICALS 


© 1988 Bolar Pharmaceutical Co., Inc. 





AUSTEN RIGGS CENTER 





Psychoanalytic Psychotherapy in an 
Open Hospital Setting 





Treatment with Dignity, Personal 
Responsibility and Quality Long-Term Results 


The Austen Riggs Center 
Stockbridge, Massachusetts 01262 
(413) 298-5511 


Founded in 1919 






































ITELLIGENT ECT FROM MECTA CORP. 
UL LISTED CSA CERTIFIED 


MODULAR AND COMPUTERIZED 


SR-1 : SR/JR FEATURES INCLUDE: 


Continuous reading of energy in Joules 
e Tiltable Liquid Crystal Display 

| © Bi-polar brief pulse stimulus 

‘e Adjustable constant current stimulus 
Audible warning prior to treatment 
Remote control capabilities 

e 100% expected seizure induction 

e Totally isolated for maximum safety 

e Single or multiple energy control(s) 

e All parameters displayed in text form 

e Increased energy for difficult cases 

© Built-in self test for patient safety 

© Steady warning tone during treatment 
e Protected STIMULUS CONTROL push button 
e Timing accuracy better than .1% 

e 1 year parts and labor warranty 

e Operates on 120 or 240 VAC 

e Complete with all accessories 





PRINTED SELF TEST SR-2 
AND TREATMENT RESULTS 


IDITIONAL FEATURES INCLUDED 
TH ALL SR MODELS ARE: 


ZEG instrumentation amplifier 

Built-in 2 channel digital chart recorder 
Numeric timing marks during monitoring 
Printed record of energy level 


bet | SINGLE ENERGY 

rinted date and time of treatment 1e LEVEL CONTROLS 

ECG instrumentation amplifier | E 

Selectable single or dual channel Pe te 

Printed record of treatment and self test | an Fe. SIMPLICITY 
Printed record of stimulus parameters pren 

Modular design tor maximum flexibility i Yv s 


MECTA Corporation 5622 SW Kelly Street Portland, OR 97201 (503) 245-6975 


...on the job. 


When your patient hesitates to enter a 28-day 
addiction treatment program because of family 
or job pressures, you now have an alternative. 
It’s the CAREER™ program at Philadelphia 
Psychiatric Center. 

CAREER is a true partial hospitalization pro- 
gram. Patients undergo two weeks of intensive 
12-hour treatment days. Several more weeks of 
concentrated outpatient treatment follow— 
up to five evenings a week. 

And, a special treatment feature lets your 
patient attend evening therapy sessions any- 
time he or she needs extra support. For a full 
year and at no cost. 

When you admit a patient to CAREER, we 
consult with you to develop the optimum 
treatment plan, which can incorporate therapy 
sessions with you. We also provide timely 
progress updates. 

The CAREER program works. Our patient 
recovery rate compares with full-time 
programs. 

For more than 50 years, we've helped 
people return to normal, productive lives. 
CAREER continues that tradition. 

For more information, please call 
at 215-473-8000. 


PHILADELPHIA XX 
PSYCHIATRIC NY 
CENTER N 


A subsidiary of Albert Einstein, 
genius in healthcare. 


©1988 AEHF 





Calendar 





For free listing of your organization’s official annual or regional meeting, please send us the following information: sponsor, 
` lacation, inclusive dates, type and number of continuing education credits (if available), and the name, address, and telephone 
-© namber of the person or group to contact for more information. All notices and changes must be received no later than 120 
' ` days before the first day of the month of desired publication and should be addressed to Calendar, American Journal of 
Psychiatry, 1400 K St., N.W., Washington,.DC 20005, Because of space limitations, only listings of meetings of the greatest 


‘interest to Journal readers will be included. 


JANUARY _ 

. January 14, annual meeting, American Academy of Psy- 
chiatry and the Law, Tri-State Chapter, New York. Con- 
tact Howard Owens, M.D., Forensic Psychiatry Clinic, 100 


Centre Street, Room 124, New York, NY 10013; 212-374- 
6260. 


January 18—21, annual meeting, American Council on Edu- 
cation, San Diego. Contact Marlene Ross, American’ Council 
on Education, One Dupont Circle, N.W., Suite 801, Wash- 
ington, DC 20036; 202-939-9300, 


January 21-28, annual meeting, Southern Clinical Neuro- 
logical Society, Ixtapa, Mexico. Contact Millie F. Walden, 
Executive Secretary, 3425 S.W. 2nd Avenue, #153, Gaines- 
- ville, FL 32607; 904-374-6058 or 904-373-9765. 


January 25-27, Twelfth Annual: Neurology for Non-Nev- . 


rologists, San Diego. Contact Edith $. Bookstein, NNN, P.O. 
Box 2586, La Jolla, CA 92038; 619-454-3212. 


January 29—February 1, annual meeting, National Associa- 

` tion of Private Psychiatric Hospitals, Fort Lauderdale, Flor- 
ida. Contact Anne Lamont, 1319 F Street, NW, #1000, 
Washington, DC 20004; 202-393-6700. 


FEBRUARY 


February 3, Harvard Medical School and Cambridge Hos- 


pital’s conference on Suicide, Boston. Contact Judy Reiner 
Platt, Department of Psychiatry, The Cambridge Hospital, 
1493 aa Street, Cambridge, MA 02139; 617-864- 
6165. 


February 24-25, annual symposium, Orange County Insti- 
tute for Short-Term Dynamic Psychotherapy, Orange, Cali- 


fornia. Contact Noel D. Drury, M.D., 400 Newport Center _ 


Drive, Suite 706, Newport Beach, CA 92660; 714-720- 
0666. 


MARCH 


March 8-10, St. Joseph’s Mental Health Center’s seminar, 
“Ethical and Legal Issues in Psychiatric Medicine,” Tampa, 
Florida. Contact Kathy Connoll Baker or Sandra S. Mutolo, 
Consultation and Education Services, St. Joseph’s Mental 
Health Center, P.O. Box 4227, Tampa, FL 33677-4227; 
813-870-4300. 


March 10-11, Harvard Medical School and Cambridge 
Hospital’s conference on Treating the Addictions, Boston. ` 
Contact Judy Reiner Platt, Department of Psychiatry, The 
Cambridge Hospital, 1493 Cambridge Street, Cambridge, 


_MA 02139; 617-864-6165. 


March 16-18, Sixteenth Annual Conference and Medical 
Research Symposium, New York Branch of The Orton Dys- 
lexia Society, New York. Contact the N.Y. Branch of The 
Orton Dyslexia Society, 80 Fifth Avenue, New York, NY 
10011; 212-691-1930. 


March 28-29, annual meeting, National Health Council, 
Baltimore. Contact Edward H. Van Ness, Executive Vice- 
President, National Health Council, 622 Third Avenue, 34th 
Floor, New York, NY 10017-6765, 212-972-2700. 


March 31—April 4, 66th Annual Meeting, The American Or- 
thopsychiatric Association, New York. Contact Terri Thal, 
The American Orthopsychiatric Association, Inc., 19 West 
44th Street, Suite 1616, New York, NY 10036; 212-354- 
5770. 


APRIL 


April 27-30, 62nd Annual Meeting, The American Associ- 
ation for the History of Medicine, Birmingham Alabama. 
Contact Bill Weaver, Box 700, University of Alabama-Bir- 
mingham, Birmingham, AL 35294; 205-934-2792. 





Asleep at the switch. 
This calls for a switch in antidepressants. 


With PAMELOR there is little daytime sedation. 
Yet all the efficacy of amitriptyline. 


wis patients with depres- 
sion are being treated with 
PAMELOR, they’re able to keep 
operating on all circuits. 

That’s because PAMELOR 
works as effectively as amitripty- 
line} yet doesn’t keep your patient 
from working. Daytime sedation 
is low**; consequently, patient 
productivity can remain high. 

What’s more, PAMELOR has a 
low incidence of anticholinergic” 
and hypotensive***” side effects. 
So, for those patients on another 
antidepressant, a switch to 


For Brief Summary, please see following page. 
PAM-1087-12R 


© 1987 Sandoz Pharmaceuticals Corporation 


PAMELOR therapy could help 
across the board. 

PAMELOR may impair the 
mental and/or physical abilities 
required for the performance of 
hazardous tasks, such as operat- 
ing heavy machinery or driving a 
car; therefore, the patient should 
be warned accordingly. Because of 
anticholinergic activity, 
PAMELOR should be used 
with caution in patients who 
have glaucoma or a history of 
urinary retention. As with 
all antidepressants, patients 


with cardiovascular disease 
should be given PAMELOR only 
under close supervision because 
of the tendency of the drug to pro- 
duce sinus tachycardia and to pro- 
long conduction time. 


PAMELOR 
(nortriptyline HCl) 


The active metabolite of amitriptyline 


PAMELOR 
(nortriptyline HCl) 


The active metabolite of amitriptyline 


10 mg/5 mL 


50 mg 


75 mg 


10 mg 25 mg 


and alcohol 4% 





All the efficacy of amitriptyline’ and 


e little daytime sedation?“ 
e low incidence of orthostatic hypotension?’ 


e low incidence of anticholinergic side effects?” 


References: 1. Ziegler VE, Clayton PJ, Biggs JT A comparison study of 
amitriptyline and nortriptyline with plasma levels. Arch Gen Psychiatry 
1977,34:607-612. 2. Thompson TL II, Thompson WL: Treating depression 
Tricyclics, tetracyclics, and othet options Modern Medicine 
1983;51(August):87-109. 3. Georgotas A: Affective disorders: Pharmacother- 
apy, in Kaplan HI, Sadock BJ (eds): Comprehensive Textbook of Psychiatry IV 
Baltimore, Williams & Wilkins, 1985, vol 1, pp 821-833. 4. Bye C, Clubley M, 
Peck AW: Drowsiness, impaired performance and tricyclic antidepressant 
drugs. 8r J Clin Pharmacol 1978;6.155-161. 5. Kupfer DJ, Spiker DG, Rossi A, 
et al: Nortriptyline and EEG sleep in depressed patients. Biol Psychiatry 
1982,17:535-546. 6. Blackwell B, Peterson GR, Kuzma Ru, et al: The effect of 
‘ive tricyclic antidepressants on salivary flow and mood in healthy volunteers. 
Communications in Psychopharmacol 1980;4:255-261. 7. Roose SP Glass- 
man AH, Siris SG, et al: Comparison of imipramine- and nortriptyline- 
induced orthostatic hypotension: A meaningful difference J Clin 
Psychopharmacol 1981;1:316-319. 8. Baldessarini RJ: Drugs and the treat- 
ment ot psychiatric disorders, in Gilman AG, Goodman LS, Rall TW. et al 
(eds): Goodman and Gilman's The Pharmacological Basis of Therapeutics, 
ed 7. New York, Macmillan Publishing Co, 1985, pp 413-423. 9. Thayssen P 
Bjerre M, Kragh-Sorensen P et al: Cardiovascular etfects of imipramine and 
nortriptyline in elderly patients. Psychopharmacology 1981;74:360-364 


Contraindications: 1) Concurrent use with a monoamine oxidase 
(MAO) inhibitor, since hyperpyretic crises, severe convulsions, and 
fatalities have occurred when similar tricyclic antidepressants were 
used in such combinations; MAO inhibitors should be discontinued 
tor at least two weeks before treatment with Pamelor® (nortriptyline 
HCI) is started. 2) Hypersensitivity to Pamelor® (nortri tyline HCI), 
cross-sensitivity with other dibenzazepines is a possibility. 3) The 
acute recovery period after myocardial infarction 

Warnings: Give only under close supervision to patients with car- 
diovascular disease, because of the tendency of the drug to produce 
sinus tachycardia and to prolong conduction time; myocardial 
infarction, arrhythmia, and strokes have occurred. The antihyperten- 
sive action of guanethidine and similar agents may be blocked 
Because of its anticholinergic activity, nortriptyline should be used 
with great caution in patients who have glaucoma or a history of uri- 
nary retention. Patients with a history of seizures should be followed 
closely, since nortriptyline is known to lower the convulsive thresh- 
old. Great care is required in hyperthyroid patients or those receiv- 
ing thyroid medication, since cardiac arrhythmias may develop 


PAM-1087-12R 





Nortriptyline may impair the mental and/or physical abilities 
requited for the performance of hazardous tasks, such as operating 
machinery or driving a car; therefore, the patient should be warned 
accordingly. Excessive consumption of alcohol may have a potenti- 
aling effect, which may lead to the danger of increased suicidal 
attempts or overdosage, especially in patients with histories of emo- 
tional disturbances or suicidal ideation 

The concomitant administration of quinidine and nortriptyline may 
result in a significantly ronner plasma half-life, higher A.U.C. and 
lower Clearance of nortriptyline 

Use in Pregnancy —Sate use during pregnancy and lactation has not 
been established; therefore, in pregnant patients, nursing mothers, 
or women of childbearing potential, the potential benefits must be 
weighed against the possible hazar 
Use in Children—Not recommended for use in children, since 
safety and effectiveness in the pediatric age group have not been 
established 
Precautions: Use in schizophrenic patients may result in an exac 

erbalion of the psychosis or may activate latent schizophrenic 
symptoms; in overactive or agitated patients, increased anxiety and 
agitation may occur; in manic-depressive patients, symptoms of the 
manic phase may emerge. Administration of reserpine Net ther 
apy with a tricyclic antidepressant has been shown to produce a 
“stimulating” effect in some depressed patients. Troublesome 
patient hostility may be aroused. Epileptiform seizures may accom- 
pany administration, Close supervision and careful adjustment of 
dosage are required when used with other anticholinergic drugs and 
sympathomimetic drugs. Concurrent administration of cimetidine 
can produce Clinically significant increases in the plasma concen 

trations of the tricyclic antidepressant. Patients should be informed 
that the response to alcohol may be exaggerated, When essential, 
may be administered with electroconvulsive therapy, although the 
hazards may be increased. Discontinue the drug for several days, if 
possible, prior to elective surgery The possibility of a suicidal 
attempt by a depressed patient remains after the initiation of treat- 
ment, in this regard, it is important that the least possible quantity of 
drug be dispensed at any given time. Both elevalion and lowering of 
blood sugar levels have been reported 

Adverse Reactions: Cardiovascular—Hypolension, hyperten- 


a 











sion, tachycardia, palpitation, myocardial infarction, arrhythmias 
heart block, stroke. Psychiatric—Contusional states (especially i 
the elderly) with hallucinations, disorientation, delusions anxiety 
restlessness, agitation; insomnia, panic, nightmares; hypomania 
exacerbation of psychosis. Neuro/ogic—Numbness, tingling, par 
esthesias of extremities: incoordinalion, ataxia, tremors periphera 
neuropathy; extrapyramidal symptoms; seizures, alteration in EEC 
patterns; tinnitus. Anticholinergic—Dry mouth and, rarely, associ 
ated sublingual adenitis; blurred vision, disturbance of accommo 
dation, mydriasis, constipation, paralytic ileus; urinary retention 
delayed micturition, dilation of the urinary tract. Allergic —Skir 
fash, petechiae, urticaria, itching, photosensitization avoid exces 
sive exposure to sunlight); edema (general or of face and tongue) 
drug fever, cross-sensitivity with other tricyclic drugs. Hematologic 
Bone-marrow depression, including agranulocytosis; eosino 
philia; purpura eee Gastrointestinal —Nausea anc 
vomiting, anorexia, epigastric distress, diarrhea, pecuiiar taste, sto 
matitis, abdominal cramps, black-tongue. Endocrine 
Gynecomastia in the male, breast enlargement and gelactorrhea ir 
the female; increased or decreased libido, impotence; testicular 
swelling, elevation or depression of blood sugar levels. syndrome ol 
inappropriate ADH (antidiuretic hormone) secretion, Other 
jaundice (simulating obstructive), altered liver functiow, weight gain 
or loss: perspiration; flushing; urinary frequency, nocturia: drowsi 
ness, dizziness, weakness, fatigue, headache; parotid swelling, alo- 
pecia. Withdrawal Symptoms —Though these are not indicative of 
addiction, abrupt cessation of treatment after prolonged therapy may 
produce nausea, headache, and malaise 

Overdosage: Toxic overdosage may result in confus-on, restless 
ness, agitation, vomiting, hyperpyrexia, muscle rigidity, hyperactive 
reflexes, tachycardia, ECG evidence of impaired conduction, shock, 
congestive heart failure, stupor, coma, and CNS stimulation with 
convulsions followed by respiratory depression. Deaths have 
occurred with drugs of this class. No specific antidote is known 
general supportive measures are indicated, with gastric lavage 
[PAM 720/88] 
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OFFICERS 1988-1989 BOARD OF TRUSTEES MEDICAL DIRECTOR’S OFFICE 
President: Paul J. Fink Robert J. Campbell H Medical Director: Melvin Sabshin 
President-Elect: Herbert Pardes Frederick Gottlieb 
Vice-President: Allan Beigel Shelly F. Greenfield Demy Medical 
Vice-President: Lawrence Hartmann Merlin Johnson irectors: John M. Hamilton 
Secretary: Elissa P. Benedek Linda Logsdon arold A. Pincus 
Treasurer: Alan Levenson Rodrigo A. Munoz Carolyn B. Robinowitz 
Carol C. Nadelson Jeanne Spurlock 
Pete C. Palasota 
ASSEMBLY Robert O. Pasnau 


Speaker: John S. Mclntyre 
Speaker-Elect: Gerald Flamm 
Recorder: Edward Hanin 


George H. Pollock 
Herbert S. Sacks 
Douglas A. Sargent 
Chester W. Schmidt, Jr. 


William L. Webb, Jr. 


CHAIRPERSONS OF COUNCILS, COMMISSIONS, COMMITTEES, AND TASK FORCES 


CONSTITUTIONAL COMMITTEES 


Budget Steven S. Sharfstein 
Constitution and By-Laws Ralph A. O’Connell 
Elections Bernice B. Elkin 
Ethics Robert J. McDevitt 
Tellers Edward C. Kirby, Jr. 
Membership Michael J. Vergare 
Nominating George H. Pollock 
Reference Herbert Pardes 
Resource Development Howard F. Wallach 
COUNCIL ON AGING Gene David Cohen 
‘Nursing Homes and Elderly Mentally Ill Benjamin Liptzin 
. Education and Training in 
Geriatric Psychiatry Charles A. Shamoian 
Geriatric Peychiarty and Public 
Sector Health Systems Barry Steven Fogel 
Ethnic Minori erly Kenneth Mark Sakauye 
White House Conference on Agi Sanford Irwin Finkel 


Reimbursement for Elderly Mentally Ill Howard Hirsch Goldman 
COUNCIL ON CHILDREN, ADOLESCENTS, 
AMILIES 


AND THEIR F. Larry B. Silver 
Chronically Ill and Emotionally 

Handicapped Children Cynthia R. Pfeffer 
Confrontational Therapies ark J. Blotcky 


Juvenile Justice Issues 

Psychiatry and Mental Health in Schools 
Family Violence and Sexual Abuse 
Prychiari Aspects of New Reproductive 


Wiliam M. Buzogany 
Irving H. Berkovitz 
Sandra J. Kaplan 


echnologies Miriam B. Rosenthal 

COUNCIL ON ECONOMIC AFFAIRS Donald J. Scherl 
Financing and Marketing Robert O. Friedel 
JCAH Standards for Hospital-Based, ; 

Hospital-Related Services Boris M. Astrachan 
Interprofessional Affairs Mildred Mitchell-Bateman 
Social Security Income/ Disability Insurance Arthur T. Meyerson 
Prospective Payment Issues Joseph, T. pish 
Future Trends in Private Insurance obert W. Gibson 
Psychiatrist Payment Boris M. Astrachan 
Quality Assurance George Wilson 
COUNCIL ON INTERNAL 

ORGANIZATION Ronald A. Shellow 
Arrangements Kathleen Bell Unger 
Scientific Program Allan Tasman 

Film Bernard Martin Morenz 

Scientific and Educational Exhibits Jean Patricia Goodwin 

Video Donald Carl Fidler 
Information Systems Wandal W. Winn 
Grants and Awards Alan I. Levenson 
Foundations’ Fund Prize for Research in 

Psychiatry Ira D. Glick 


_ Inter-American Council Liaison 


Manfred S. Guttmacher Award 

Marte H. Eldredge Award 

Hospital and Community Psychiatry 
Achievement Awards 


Willian H. Reid 
Bernice E. Coleman 


Doris Lee Dickens 


Isaac Ray Award Richard T. Rada 
Ittleson Award Dennis P. Cantwell 
Weinberg Memorial Award Sanford I. Finkel 
McGavin Award Mina Karen Dulcan 


Vestermark Award 


Bryce Templeton 
Samuel G. Hibbs Award 


Steven M. Mirin 


Advertising Will D. Strathmann 
Headquarters Raymond I. Band 
Member Life, Accident, and Health 

Insurance Harvey Bluestone 
Special Benefit Programs Abram M. Hostetter 

ersonnel Maurice J. Martin 
Advertisers and Exhibitors Henry H. Work 
Telemedical Services Jane H. Preston 
History and Library Lucy D. Ozarin 
Exhibits Advis Joseph H.B. Honnigford 
Friends of the APA velyn P. Ivey-Davis 


PIA Foundation Hospital Research Awards . Richard Lamb 


COUNCIL ON INTERNATIONAL 


AFFAIRS Harold M. Visotsky 
Abuse and Misuse of Psychiatry and 
Psychiatrists Michael R. Zales 


Jorge A. Costa e Silva 


Human Rights Lawrence Hartmann 
Problems of Americans Overseas Eric A. Plaut 
Psychosocial Aspects of the Middle 

East Process - George Tarjan 
International Education Normund Wong 
jot Meeting in China Herbert Pardes 

orld Psychiatric Association Regional 

Symposium i Robert E. Hales 
Terrorism Louis J. West 
COUNCIL ON MEDICAL EDUCATION 

AND CAREER DEVELOPMENT oel Yager 
Administrative Psychiatry Stephen L. Rachli 
Medical Student Education Leah Joan Dickstein 
Graduate Education Stefan P. Stein 
Continuing Education John W. Goethe 


Consultation-Liaison Psychiatry and 


Primary Care Education Troy L, Thompson II 


Impaired Physician Robert W. McDermott 
Communication Between APA and ABPN Richard I. Shader 
Recertification Fbs P. Tupin 
Independent Study Keith Hadley Johansen 
PKSAP-VI . Gordon Darrow Strauss 


Residents Henry Ca 
Post Residency Fellowship Programs 
APA/Burroughs Wellcome Fellowsvip 


rl Emmons 
George H. Pollock 
Roger Peele: 


APA/Mead Johnson Fellowship 

Minority Fellowship Program 

Psychiatric Leadership in Public Mental 
Health Programs 

Education Activities for DSM-III-R 


COUNCIL ON NATIONAL AFFAIRS 
Abuse and Misuse of Psychiatry in U.S. 
Asian-American Psychiatrists 
Black Psychiatrists 
American Indian and Alaskan 
Native Psychiatrists 
Foreign Medical Graduates 
Religion and Psychiatry 
Hispanic Psychiatrists 
Women 
Gay, Lesbian, and Bisexual Issues 
Occupational Psychiatry 
Psychiatric Aspects of AIDS 
Psychological Aspects of Nuclear Arms 
Development 
Victimization 


James T. Barter 
Charles A. Pinderhughes 


Robert L. Leon 
Michael A. Fauman 


Lindbergh S. Sata 
Roger Dale Walker 
Joyce S. Kobayashi 
Ernest A. Kendrick 


Linda K. Cross 
Walter Weintraub 
Mare Galanter 
Eduardo R. Val 
Nada Logan Stotland 
James Paul Krajeski 
Duane Q, Hagen 
Stuart E. Nichols, Jr. 


Judith E. Lipton 
Martin Symonds 


COUNCIL ON PSYCHIATRIC 


SERVICES J. Frank James 
Federal Government Health Services William B. Hunter IH 
Alcoholism Richard J. Frances 
Clinician Safety William R. Dubin 
Drug Abuse Edward Kaufman 
Rehabilitation Arthur T. Meyerson 


Ernest W, Klatte 


State Mental Health Systems 
Mark A. Gould 


American Hospital Association 

Functions of the Hospital and Community 
Psychiatry Service, Journal, and Institute 

Institute on Hospital and Community 
Psychiatry Program 

Psychiatric Services for Mentally Retarded! 
Developmentally Disabled Adults 

Chronically Mentally Ill 

Veterans Administration Affairs 

Private Practice 

faiis and Prisons 

Psychiatric Services in the Military 


H. Richard Lamb 
Leonard I. Stein 


Ludwik $. Szymanski 
David L. Cutler 
Frederick G. Guggenheim 
Boris G. Rifkin 

Henry C. Weinstein 
Leonora K. Perty 


Marcia Kraft Goin 


Practice of Psychotherapy Ge 
Haroutun Babigian 


Practice Issues in OrganizediManaged Care 


COUNCIL ON PSYCHIATRY AND LAW Howard V. Zonana 


Confidentiality Aron $. Wolf 
Treatment Records in Child Custody 
Disputes Carl P. Malmquist 


Psychiatric Diagnoses in the Courts Seymour L. Halleck 


COUNCIL ON RESEARCH 

Use of Laboratory Tests in Psychiatry 
Electroconvulsive aoan 
Long-Term Effects of Lithium on Kidney 
Treatments of Psychiatric Disorders 
Tardive Dyskinesia 

Psychosocial Treatment Research 
Prevention Research 

Biographical Directory 
Benzodiazepine Dependency 
Psychiatric Diagnosis and Assessment 
Research on Psychiatric Treatments 
DSM-IV 


COMMISSION ON JUDICIAL ACTION 
CONSULTATION SERVICE BOARD 
ETHICS APPEALS BOARD 

JOINT COMMISSION ON PUBLIC 


John E. Adams 
Alexander H. Glassman 
Richard D. Weiner 
George R. Heninger 
T. Byram Karasu 
John Michael Kane 
John P. Docherty 
Robert M. Rose 
Robert Alan Dorwart 
Carl Salzman 

Layton McCurdy 
John M. Kane 

Allen J. Frances 


Paul Appelbaum 
Dave M. Davis 
Elissa P. Benedek 


AFFAIRS Harvey L. Ruben 
JOINT COMMISSION ON GOVERNMENT 
RELATIONS John J. McGrath 


SPECIAL COMPONENTS 

Investment Advisory Committee 

Long-Range Planning Committee 

Executive Compensation Committee 

Work Group on Federal Government 
Organizational Structure 

Work Group on Codes and 
Reimbursement 


Frederick Amling 
Robert O. Pasnau 
William L. Webb, Jr. 
Daniel X. Freedman 


Chester W. Schmidt, Jr. 
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Coming in the December 1988 issue of 
THE AMERICAN JOURNAL OF PSYCHIATRY 


Guidelines for Legal and Financial Counseling 
of Alzheimer’s Disease Patients and Their Families 
By William Overman, Jr., and Alan Stoudemire 


Critical Review of Liability 
for Benzodiazepine Abuse Among Alcoholics 
By Domenic A. Ciraulo, Brian F. Sands, and Richard I. Shader 


Psychological Factors in Preterm Labor: 
Critical Review and Theoretical Synthesis 
By Haim Omer and George S. Everly, Jr. 
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FOR CONDUCT DISORDERS 





If you’re treating a conduct-disordered adolescent male 
who doesn’t respond to outpatient psychotherapeutic 
intervention, it may be time to suggest a regimen of 
24-hour structure and treatment. 


At St. Francis we have specialized in the treatment of these 
disorders for 40 years. We offer individual, group, and milieu 
therapy with adjunctive remedial, occupational, activity, and 
family therapies in a one-on-one therapeutic setting. Patients 
are mainstreamed in local community schools and 
participate in community activities. 

Our three residential treatment centers in New York and 
Kansas are limited to a maximum of twenty-six boys in 
grades seven through twelve. An individualized treatment 
plan is developed for each resident by the professional 
staff working together with the child, his parents or 
guardian, and those who have referred him to us. 


THE 


ST. FRANCIS 
HOMES 


EPISCOPAL 





Based on more than two decades of follow-up research, 
over two-thirds of the young men resolve their problems 
and continue to lead healthy, normal, and productive 
lives five years after their release. 

We work closely with each boy’s psychiatrist to chart new 
directions that can last a lifetime — after an average stay 
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BRIEF SUMMARY 

SINEQUAN® (doxepin HCI) Capsules/Oral Concentrate 

Contraindications. SINEQUAN is contraindicated in individuals who have shown hyper- 
sensitivity to the drug. Possibility of cross sensitivity with other dibenzoxepines should be kept 
in mind. 

SINEQUAN is contraindicated in patients with glaucoma or a tendency to urinary retention. 
These disorders should be ruled out, particularly in older patients. 

Warnings. The once-a-day dosage regimen of SINEQUAN in patients with intercurrent 
itiness or patients taking other medications should be carefully adjusted. This is especially 
important in patients receiving other medications with anticholinergic effects. 

Usage in Geriatrics: The use of SINEQUAN on a once-a-day dosage regimen in geriatric 
patients should be adjusted carefully based on the patients condition. 

Usage in Pregnancy: Reproduction studies have been performed in rats, rabbits, 
monkeys and dogs and there was no evidence of harm to the animal fetus. The relevance to 
humans is not known, Since there is no experience in pregnant women who have received this 
drug, safety in pregnancy has not beer established. There are no data with respect to the 
secretion of the drug in human milk and its effect on the nursing infant. 

Usage in Children: The use of SINEQUAN in children under 12 years of age is not 
recommended because safe conditions for its use have not been established. 

MAD Inhibitors: Serious side effects and even death have been reported following the 
concomitant use of certain drugs with MAO inhibitors. Therefore, MAO inhibitors should be 
discontinued at least two weeks prior to the cautious initiation of therapy with SINEQUAN. 
The exact length of time may vary and is dependent upon the particular MAO inhibitor being 
used, the length of time it has been administered, and the dosage involved. 

Usage with Alcohol: it should be bome in mind that alcohol ingestion may increase the 

danger inherent in any intentional or unintentional SINEQUAN overdosage. This is especially 
important in patients who may use alcohol excessively. 
Precautions. Since drowsiness may occur with the use of this drug, patients should be 
warned of the possibility and cautioned against driving a car or operating dangerous machin- 
ery while taking the drug. Patients should also be cautioned that their response to alcoho! may 
be potentiated. 

Since suicide is an inherent risk in any depressed patient and may remain so until 
significant improvement has occurred, patients should be closely supervised during tne early 
course of therapy. Prescriptions shouid be written for the smallest feasible arnount. 

Should increased symptoms of psychosis or shift ta manic symptomatology occur, it may 
be necessary to reduce dosage or add a major tranquilizer to the dosage regimen. 
Adverse Reactions, NOTE: Some of the adverse reactions noted below have not been 
specifically reported with SINEQUAN use. However, due to the close pharmacological 
similarities among the tricyclics, the reactions should be considered when prescribing 
SINEQUAN. 

Antecholinergic Effects: Dry mouth, blurred vision, constipation, and urinary retention have 
been reported. If they do not subside with continued therapy, ar become severe. it may be 
necessary to reduce the dosage. 

Central Nervous System Effects: Drowsiness is the most commonly noticed side effect. 
This tends to disappear as therapy is cortinued. Other infrequently reported CNS side effects 
are confusion. disorientation. hallucinations, numbness, paresthesias, ataxia, and extra- 
pyramidal symptoms and seizures. 

Cardiovascular: Cardiovascular effects including hypotension and tachycardia have been 
reported occasionally. 

Allergic: Skin rash, edema, photosensitization, and pruritus have occasionally occurred. 

Hematologic: Eosinophitia has been reported in a few patients. There have been occa- 
sional reports of bone marrow depression manifesting as agranulocytosis, leukopenia, 
thrombocytopenia, and purpura. 

Gastrointestinal: Nausea, vorniting, indigestion, taste disturbances, diarrhea, anorexia, 
and aphthous stomatitis have been reported. (See anticholinergic effects.) 

Endocrine: Raised or lowered libidc, testicular swelling, gynecomastia in males, enlarge- 
ment cf breasts and galactorrhea in the female, raising or lowering of blood sugar levels, and 
syndrome of inappropriate antidiuretic hormone have been reported with tricyclic 
adminestration. 

Other: Dizziness, tinnitus, weight gain, sweating, chills, fatigue, weakness. flushing, jaun- 
dice. alopecia, and headache have been occasionally observed as adverse effects. 

Withdrawal Symptoms: The possibility of development of withdrawal symptoms upon 

abrupt cessation of treatment after prolonged SINEQUAN administration should be borne in 
mind. These are not indicative of addiction and gradual withdrawal of medication should not 
cause these symptoms. 
Dosage and Administration. For mosi patients with iliness of mild to moderate severity, a 
starting daily dose of 75 mg is recommended. Dosage may subsequently be increased or 
decreased at appropriate intervais and according to individual response. The usual optinum 
dose range is 75 mg/day to 150 mg/day 

in more severely ill patients higher doses may be required with subsequent gradual 
increase to 300 mg/day if necessary. Additional therapeutic effect is rarely to be obtained by 
exceeding a dose of 300 mg/day. 

in patients with very mild symptomatology or emotional symptoms accompanying organic 
disease, lower doses may suffice. Some of these patients have been controlled on doses as 
low as 25-50 mg/day. 

The total daily dosage ot SINEQUAN may be given on a divided or once-a-day dosage 
schedule, If the once-a-day schedule is employed the maximum recommended dose is 
150 mg/day. This dose may be given at bedtime. The 150 mg capsule strength is 
intenced for maintenance therapy only and is not recommended for initiation of 
treatment. 

Anti-anxiety effect is apparent before the antidepressant effect. Optimal antidepressant 
effect may not be evident for two to three weeks. 

Overdosage. 
A, Signs and Symptoms 

1. Mild: Drowsiness, stupor, blurred vision, excessive dryness of mouth. 

2. Severe: Respiratory depression, nysotension, coma, convulsions, cardiac arrhythmias 
and tachycardias, 

Also: urinary retention (bladder atony), decreased gastrointestinal motility (paralytic ileus), 
hyperthermia (or hypothermia), hypertersion, dilated pupils, hyperactive reflexes, 

B. Maragement and Treatment 

1. Mild: Observation and supportive therapy is ali that is usually necessary. 

2. Severe: Medical management of severe SINEQUAN overdosage consists of aggressive 
supportive therapy. If the patient is conscious, gastric lavage, with appropriate precautions to 
prevent pulmonary aspiration, should be performed even though SINEQUAN is rapidly 
absorbed. The use of activated charcoal has been recommended, as has been continuous 
gastric lavage with saline for 24 hours or more. An adequate airway should be established in 
comatose patients and assisted ventilation used if necessary. EKG monitoring may be 
required for several days, since relapse after apparent recovery has been reported, Ar- 
rhythmias should be treated with the appropriate antiarrhythmic agent. It has been reported 
that many of the cardiovascular and CNS symptoms of tricyclic antidepressant poisoning in 
adults may be reversed by the slow intravenous administration of 1 mg to 3 mg of physostig- 
mine salicylate. Because physostigmine is rapidly metabolized, the dosage should be 
repeated as required. Convulsions may respond to standard anticonvulsant therapy, however, 
barbiturates may potentiate any respiratory depression. Dialysis and forced diuresis gener- 
alty are not of value in the management of overdosage due to high tissue and protein binding 
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Anxiety disorders, short-term relief of the symptoms of anx:ety, and anxiety asso- 
ciated with depression. Anxiety or tension associated with the stress of everyday 
life usually does not require an anxiolytic. Effectiveness for more than four months 
has not been established; periodically reassess the usefulness of the drug for the 
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CONTRAINDICATIONS 
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WARNINGS 

Benzodiazepines can cause fetal harm in pregnant women, hence women who may 
become pregnant should be warned. Avoid during the first trimester. Withdrawal 
seizures have been reported upon rapid dose reduction or abrupt discontinuation, 
thus reduce dose gradually. (See Drug Abuse and Dependence and Dosage and 
Administration.) 
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Unrecognized, untreated, and undertreated depres- 
sive disorders extract an inordinate human and eco- 
nomic cost, despite the availability of an extensive ar- 
ray of effective clinical interventions. To enhance the 
availability and quality of care, the National Institute 
of Mental Health launched the Depression Awareness, 
Recognition, and Treatment Program, a multiphase in- 
formation and education program designed to alert 
health professionals and the general public to the fact 
that depressive disorders are common, serious, and 
treatable. The authors review the development of this 
program, describing the professional education efforts 
it supports in anticipation of increased demand for 
services, the public education campaign launched in 
May 1988, and highlights of the scientific advances 
that make the program feasible and timely. 

(Am J Psychiatry 1988; 145:1351-1357) 





n May 1988, the National Institute of Mental 

Health (NIMH) launched the public education 
phase of the first major U.S. public health prevention 
program targeted to a specific group of mental disor- 
ders. The NIMH Depression Awareness, Recognition, 
and Treatment Program seeks to communicate to three 
discrete audiences the information that depressive dis- 
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orders—specifically, major depression, bipolar (manic- 
depressive) disorder, and dysthymic disorder—are 
common, serious, and treatable. 

The prevalence of depressive disorders, the morbid- 
ity and mortality associated with them, and the array 
of effective clinical interventions that exist contrast 
sharply with the extent to which appropriate care cur- 
rently is rendered to individuals suffering from these 
disorders. Today, 80% to 90% of persons with a ma- 
jor depressive disorder can be treated successfully. Yet 
only about one person in three who suffers from a 
depressive disorder ever seeks treatment in the general 
medical or specialty mental health sector. Even when 
people do seek help, current evidence suggests that too 
often depression is poorly recognized, undertreated, or 
inappropriately treated by the health care system. 

The inadequate care, which results from a lack of 
understanding or a misunderstanding of depression, is 
expensive and tragic. The annual cost to the nation of 
major depression is more than $16 billion. Most per- 
sons who remain untreated suffer needlessly, given the 
array of effective psychological and pharmacological 
treatments that exist. For some of those who go un- 
treated, depression may be a fatal disease, as demon- 
strated by the very close association between clinical 
depression and suicide. 

This report describes the planning and development 
of the NIMH Depression Awareness, Recognition, and 
Treatment Program, including the professional train- 
ing and continuing education components that were 
incorporated to help psychiatrists and other clinicians 
respond to inquiries likely to:be generated by the pub- 
lic information campaign. We will also review the sci- 
entific underpinnings and clinical advances that have 
made the Depression Awareness, Recognition, and 
Treatment Program campaign feasible and timely. 

The campaign’s title, the Depression Awareness, 
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THE NIMH DEPRESSION PROGRAM 


Recognition, and Treatment Program, signifies an 
early identification and treatment approach to reduce 
the morbidity and duration of depressive disorders. As 
such, it constitutes a secondary prevention program 
rather than one aimed at preventing the occurrence of 
the depressive disorders altogether. The latter would 
be considered primary prevention (1). The focus was 
determined by the current absence of sufficient epide- 
miological data on which to base a “risk factor” in- 
tervention, primary prevention program. 

The approach chosen reflects the fact that promising 
opportunities now exist for increasing both public and 
professional awareness of depressive disorders in order 
to identify them at an early stage and to commence 
treatment. Early clinical intervention to induce rapid 
remissions and adequate maintenance treatment to 
prevent relapse have the greatest potential for decreas- 
ing the prevalence of depression. 


DEVELOPMENT OF THE PROGRAM 


As a first step in planning the Depression Awareness, 
Recognition, and Treatment Program, NIMH con- 
vened a group of clinical investigators to review the 
state of the science, identify major areas of scientific 
agreement regarding diagnoses and treatments for de- 
pressive disorders, and advise NIMH on the cam- 
paign’s message, audience, and general objectives. The 
message recommended by the science advisors has 
been kept very simple. 

1. Clinical depression is a common disorder that 
usually is unrecognized. When identified, it can be 
treated, 

2. There are effective pharmacological and psycho- 
logical treatments that often are used in combination. 

3. The large majority of clinical depressions, includ- 
ing the most serious, improve with treatment, usually 
in a matter of weeks. 

The advisors also emphasized the necessity of tar- 
geting information on depressive disorders to three au- 
diences: primary care providers, mental health special- 
ists, and the general public. 


Professional Education and Training 


Aware that an abundance of recent research on the 
diagnosis and treatment of depression has made it dif- 
ficult for many clinicians to keep abreast of new de- 
velopments, the scientific advisors emphasized the ne- 
cessity of conducting professional training before 
launching the public education effort. The intent was 
to increase the likelihood that appropriate treatment 
would be available, and much of the impetus for di- 
recting information to health care providers stemmed 
from the accumulation of clinical and health service 
systems research data reviewed in this paper. 

The Depression Awareness, Recognition, and Treat- 
ment Program staff initiated continuing education 
training programs for primary care physicians and 
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mental health specialists well in advance of the launch 
of the public education campaign. A grant program 
was developed to assist universities and medical 
schools to provide short-term training in the diagnosis 
and treatment of depressive disorders to primary care 
physicians, nurses, and occupational therapists as well 
as to psychiatrists, psychologists, and social workers. 
The announcement of the program was issued in 
March 1987, and training grants were awarded in 
mid-September 1987. Through these training pro- 
grams, a course on the diagnosis and treatment of de- 
pression has been offered somewhere in the United 
States every week over the past year. Because federal 
funds for these training programs are very limited, the 
courses are intended to serve as models and to stimu- 
late more extensive programs nationwide. 

To facilitate additional training opportunities, con- 
tinuing education programs have been sponsored by 
NIMH in collaboration with professional organiza- 
tions at national and regional meetings. With pharma- 
ceutical company support, APA also has sponsored a 
series of training sessions for primary care physicians. 
Particular emphases for nonmedical mental health pro- 
viders have been on biological and pharmacological 
treatments; for medical specialists, diagnoses and a full 
range of treatment techniques have been emphasized. 

The training programs are being evaluated by a peer 
review system to ensure that the curriculum offered is 
appropriate. Information on public attitudes toward 
depression will provide baseline data against which 
change can be assessed. Service utilization data will be 
employed to determine changes in rates of treatment 
for depression. 


Specific Objectives 


The NIMH developed the Depression Awareness, 
Recognition, and Treatment Program public education 
campaign with the following objectives: 

1. To increase public knowledge of the symptoms of 
depressive disorders and the availability of effective 
treatment. 

2. To change public attitudes about depression so 
that there is greater acceptance of depression as a dis- 
order rather than a weakness. 

3. To motivate changes in behavior among the pub- 
lic and treatment professionals, 

To learn about public knowledge, beliefs, and atti- 
tudes toward depression, the Depression Awareness, 
Recognition, and Treatment Program staff reviewed 
the literature, conducted 20 focus groups in nine geo- 
graphically dispersed cities, and, in two sites, surveyed 
a demographically representative sample of 500 house- 
hold units. 

These sources indicate that although most people 
are reasonably knowledgeable about the mood symp- 
toms of depression, they are less likely to know about 
the changes in psychomotor state, energy, and sleep or 
about the range of physical symptoms. Virtually every 
NIMH survey respondent believed that treatment 
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would help, but most also believed that depressed per- 
sons could get better through their own efforts, a belief 
echoed in a 1986 Roper poll (2) in which only 12% of 
respondents indicated that they would take medication 
for depression; 78% said they would live with it until 
it passed. Many respondents in the NIMH survey said 
they would not seek treatment because they feared a 
negative impact on their employment situation; even 
more cited the perceived cost of treatment as a deter- 
rent to seeking care. 

The Depression Awareness, Recognition, and Treat- 
ment Program staff contracted for development of a 
wide variety of public education materials, including 
radio and television public service announcements, 
posters, flyers, print advertisements, bus cards, book- 
marks, and educational brochures at various age and 
educational levels in English and Spanish. 

Because other health education campaigns have 
found that the distribution of materials is enhanced 
through national and local organization, the Depres- 
sion Awareness, Recognition, and Treatment Program 
staff have developed a group of campaign consultants 
and a community partnership program to carry out the 
program. 

Campaign consultants include representatives from 
all the major mental health professional associations; 
health and mental health organizations; businesses, in- 
cluding pharmaceutical companies; labor, religious, 
and educational groups; and mental health advocacy 
groups. The community partnerships have been devel- 
oped in collaboration with the Mental Health Associ- 
ation and the Alliance for the Mentally Ill and have 
been organized to implement the Depression Aware- 
ness, Recognition, and Treatment Program in 10 re- 
gions of the United States. Individuals within both of 
these groups are working to identify sources of private 
support to distribute print and electronic materials and 
are arranging to host talk shows, to encourage the 
development of professional seminars on depression, 
and to make referrals to treatment facilities. 


OVERVIEW OF THE RESEARCH DATA BASE 


The simple and straightforward message of the De- 
pression Awareness, Recognition, and Treatment Pro- 
gram camouflages the extensive research data base, la- 
boriously developed over recent decades, on which the 
message is grounded. Relevant research advances can 
be described in several broad categories: psychopa- 
thology, classification, and diagnosis; epidemiology; 
treatment efficacy research; clinical services and health 
systems research; mental health economics; and path- 
ophysiology. Underpinning advances in all of these ar- 
eas has been a sustained investment in basic research 
aimed at elucidating the pathophysiology of depressive 
disorders. Although a comprehensive review of the re- 
search literature on the depressive disorders is beyond 
the scope of this paper, highlights of developments in 
key areas will be discussed here. For the reader who 
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wishes more detailed informaticn, source materials are 
cited; also, research reviews have been prepared as 
part of the development of the Depression Awareness, 
Recognition, and Treatment Program (3). 


Psychopathology, Classification, and Diagnosis 


In recent decades, psychopathology research has led 
to new diagnostic criteria that, in turn, have facilitated 
refinements in diagnostic instruments. In the 1960s, 
the United States/United Kingdom Project (4, 5) dem- 
onstrated the wide discrepancy in diagnostic practices 
for affective disorders and schizophrenia that had de- 
veloped in the two countries using ICD-8. This infor- 
mation prompted the development of the St. Louis re- 
search criteria (6) and the Research Diagnostic Criteria 
(RDC) (7), which eventually evolved into APA’s DSM- 
III and DSM-III-R. 

The development of specific criteria for all mental 
disorders, including bipolar disorder, major depres- 
sion, and dysthymia, made possible the design of the 
NIMH Diagnostic Interview Schedule (DIS) (8). This 
instrument, which enables increased precision in com- 
munication between clinicians and research investiga- 
tors, was used in the NIMH Epidemiologic Catchment 
Area Program survey, described later in this paper. 
Advances in classification and diagnosis also permit 
closer correspondence between epidemiological, serv- 
ices, and clinical research. An aggregation of findings 
from these areas was needed before the public health 
rationale for the Depression Awareness, Recognition, 
and Treatment Program could be fully developed, and 
a common diagnostic approach was the prerequisite 
for such accumulation of evidence. 


Epidemiology 


Advances in epidemiological research have docu- 
mented the prevalence of clinically significant depres- 
sive disorders and have identified sociodemographi- 
cally defined groups at high risk for these disorders. 
Research documenting the severe consequences of 
these disorders for morbidity and mortality (predom- 
inantly suicide) has heightened public interest. Under- 
standing also has been enriched in recent years by re- 
search on the genetics of the affective disorders in 
population subgroups. 

Prevalence. The NIMH Epidemiologic Catchment 
Area Program is the largest of recent epidemiological 
studies that have documented the scope of depressive 
disorders in the population (9). More than 20,000 
adults, age 18 and over, who resided either in the com- 
munity or in institutional settings, were interviewed in 
five demographically diverse U.S. communities. One- 
month prevalence rates for the community population 
have been extrapolated to the entire U.S. population 
(10), and this information has been correlated with 
sociodemographic characteristics such as gender and 
age. 

Major depression was founc in 3.0% of the popu- 
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lation in a 6-month period and almost doubled to 
5.8% for the lifetime period. 

The Epidemiologic Catchment Area Program deter- 
mined that bipolar I disorder, which requires the oc- 
currence of 4 manic episode, affected 0.5% of the pop- 
ulation during a 6-month period—a rate that increased 
to 0.8% when subjects were examined for a lifetime 
recall of bipolar I disorder symptoms. When inquiry 
was made about hypomanic symptoms, which are nec- 
essary for a diagnosis of bipolar II disorder, the life- 
time rate of all bipolar disorders increased to 1.2% of 
the population (11). 

Dysthymia, which requires a 2-year duration of 
symptoms rather than the 2 weeks required of major 
depression or 1 week for bipolar disorder, was deter- 
mined on a lifetime basis only and was found in 3.3% 
of the population. Given the long duration required for 
meeting criteria for dysthymia, however, we have in- 
cluded dysthymia with current disorders. 

By combining the number of persons with at least 
one of the three disorders, the 6-month prevalence rate 
for any affective disorder was 5.8% and the lifetime 
rate was 8.3% of the population. When these rates are 
applied to the estimated population of 165 million non- 
institutionalized adults in the United States, the total 
number of people affected is found to be between 9.6 
million with recent (6-month) prevalence and 13.7 mil- 
lion with a lifetime history of a depressive disorder. 

A summary of Epidemiologic Catchment Area Pro- 
gram findings reveals that the rate of affective disor- 
ders in women is approximately twice that for men; 
that persons aged 25 to 44 are at highest risk for de- 
pression; that the 65-and-over age group have the low- 
est risk; and that individuals who are separated or 
divorced are two and one-half times more likely to 
suffer a depressive disorder than are individuals who 
are married. Recent research (12), however, has sug- 
gested that discord between currently married couples 
increases the risk of an affective disorder. When all 
other variables were controlled, no significant differ- 
ences were seen on the basis of race-ethnicity or high 
or low socioeconomic status. 

Analyses of several recent epidemiological and clin- 
ical studies of depression have found both higher over- 
all rates of depression and an earlier age at onset of 
depression among younger cohorts, suggesting that the 
rate of depressive disorder may be rising in successively 
younger age groups (13): Although a definitive pro- 
spective longitudinal study has not been undertaken to 
confirm these retrospective analyses of cross-sectional 
studies, thé conclusions are a cause of concern, partic- 
ularly in the light of the burden of illness these disor- 
ders currently represent. 

Morbidity and mortality consequences. The Epide- 
miologic Catchment Area Program study was able to 
assess the lifetime prevalence of suicide attempts. 
Among those with no lifetime history of any mental 
disorder, the rate of suicide attempts was 1%; among 
those with a lifetime history of a depressive disorder, 
the rate was 24% for those with bipolar disorder, 18% 
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for those with major depression, and 17% for those 
with dysthymia (14). These findings are supported by 
older analyses of mortality risk from suicide (15), 
which show that approximately 15% of patients with 
severe primary major depressive disorder of at least 
1-month duration eventually commit suicide. Conserv- 
ative estimates (16, 17) associate 16,000 suicides in the 
United States annually with depressive disorder. 
Genetics. The recently reported findings of genetic 
transmission of bipolar disorder among an Amish fam- 
ily (18) has confirmed the strong probability of a ge- 
netic predisposition in some people for developing a 
depressive disorder. How the genetic and other biclog- 
ical factors of age and sex interact with environmental 
exposures, such as the stress of marital divorce or sep- 
aration, has yet to be explicated in a manner that 
would permit a direct primary preventive intervention. 


Treatment Efficacy Research 


Recent decades have witnessed an extraordinary ex- 
pansion and refinement of an array of treatment mo- 
dalities for the depressive disorders. The availability of 
effective pharmacological, other somatic, and psycho- 
sdcial interventions greatly enhances the benefits of 
early identification and treatment. 

Psychopharmacology. The solid’ base of research 
evidence documenting the effectiveness of psycho- 
pharmacological treatments for bipolar and major de- 
pression has been reviewed extensively (19, 20). Dem- 
onstrations of the effectiveness of tricyclic compounds 
(21), lithium carbonate (22), and monoamine oxidase 
inhibitors (MAOIs) (23) in clinical trials constitute one 
of the most important chapters in the history of psy- 
chiatric research. 

Tricyclic antidepressants and related heterocyclic 
drugs currently are the pharmacologic treatments of 
choice for major depressive episodes—particularly 
those with melancholic/endogenous features. Recovery 
rates with these medications have been shown to be in 
the range of 70% to 80% in comparison with 20% to 
40% for placebo (23). For those 20% to 30% of pa- 


_ tients who fail to respond to tricyclic antidepressants, 


a substantial range of alternative treatments, including 
lithium and thyroid supplements (24), have been eval- 
uated to potentiate the effectiveness of the tricyclics. 

Lithium carbonate has been studied extensively in 
multicenter clinical trials sponsored by the Veterans 
Administration (VA) and NIMH (25, 26). These and 
other studies have established the value of lithium in 
treating acute manic episodes and in preventing recur- 
rence of bipolar and unipolar depressive episodes. 

MAOIs have been used both for major depression 
and more recently for dysthymia and atypical dep-es- 
sion. This latter group of patients includes those with 
marked anxiety, including phobic symptoms and de- 
pression, or another group of patients with hyperpha- 
gia, hypersomnia, and diurnal variations in which 
moods are worse in the evening (27). 

Psychological treatments. Research on psychothera- 
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peutic approaches also has been productive, yielding a 
number of new, short-term (usually in the range of 16 
to 20 sessions) therapies that are focused on symptom 
reduction and are highly interactive between therapist 
and patient. Such refinements as cognitive/behavior 
therapy (28), a diversity of behavioral approaches 
(29-31), and interpersonal therapy (32) complement 
and, increasingly, supplant reliance on the open-ended, 
long-term, predominantly psychodynamic approaches 
of the past. Many of the new approaches have been 
standardized by treatment manuals and explicit train- 
ing procedures for therapists, thus making them ame- 
nable to rigorous evaluations, such as those repre- 
sented by the NIMH Treatment of Depression 
Collaborative Research Program (33). 

Other approaches. Somatic treatments, including 
ECT and pharmacological treatments for the preven- 
tion of mood disorders, recently have been the subject 
of National Institutes of Health/National Institute of 
Mental Health (NIH/NIMH) consensus conferences 
that summarized the current state of the art in use of 
these therapeutic modalities (34, 35). Other additions 
to the somatic treatment armamentarium include light 
therapy, used in managing affective disorders with 
marked seasonal variation (36), and both total (37) 
and partial (38) sleep deprivation and shifting the tim- 
ing of sleep (39), each of which has been shown to 
induce temporary remissions in patients with unipolar 
and bipolar depression. 

Particularly promising is that an emerging compre- 
hension of the pathophysiology of depressive disorders 
promises a continued flow of treatment innovations. 
Clinical investigations (40) that provided evidence of 
the value of anticonvulsant medications such as carba- 
mazepine and valproic acid in the treatment of bipolar 
disorder were inspired by an understanding of basic 
processes in this disorder. 


Clinical Services and Health Systems Research 


The realization that dramatic advances in the diag- 
nosis and treatment of depression such as those high- 
lighted here have not revolutionized treatment practice 
was fundamental to the conception and implementa- 
tion of the Depression Awareness, Recognition, and 
Treatment Program. In 1982, the NIMH Collabora- 
tive Program on the Psychobiology of Depression (41), 
a large, multisite study, provided sobering evidence 
that despite the availability of effective treatments, 
these may not be applied appropriately, even in the 
hands of psychiatrists and other mental health special- 
ists. More than half of the patients encountered during 
the project had been treated with anxiolytics instead of 
antidepressants before presenting for treatment at ter- 
tiary care centers participating in the study. Patients 
included those with severe, protracted depression. 
Only one-third had received any antidepressants, and 
only about one in 10 had received adequate doses. 
Even after entering the tertiary care centers, only three- 
quarters received any antidepressants. Nearly 30% of 
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the inpatients received less than 100 mg of tricyclics 
(or their equivalent) (42). 

An equally persuasive argument for launching the 
Depression Awareness, Recognition, and Treatment 
Program stemmed from the outcome of research that 
has documented patterns of mental health service de- 
livery with increasing precision over the past decade. 
Data on the settings where patients are seen, the set- 
tings where mental health services are provided, and 
settings where the greatest volume of services are pro- 
vided underscored the need for targeting the educa- 
tional message of the Depression Awareness, Recogni- 
tion, and Treatment Program to specific audiences. 

Location of treatment. The Epidemiologic Catch- 
ment Area Program data revealed where individuals 
with specific mental disorders were actually seen and 
whether they specifically sought mental health services 
(43). The majority of individuals diagnosed with a de- 
pressive disorder (i.e., 5.8% of the population in 6 
months) were seen in multiple professional settings 
during an episode of illness. Although some 19% of 
patients with depression were seen in the specialty 
mental health sector and 10% in the human services 
sector, the majority, 74%, were seen in the general 
medical sector. Approximately 21% of those with de- 
pressive disorders were not seen in any service setting. 

Treated prevalence. In addition to identifying the 
types of settings in which individuals with depressive 
disorders were seen for some type of service, the Epi- 
demiologic Catchment Area Program also investigated 
whether they sought and obtained mental health treat- 
ment specifically. Approximately 31% of individuals 
with a diagnosis of depressive disorder were found to 
have visited a mental health specialist or general med- 
ical physician for mental health reasons during the 6 
months before diagnosis or were hospitalized for psy- 
chiatric reasons during the previous year (44). Al- 
though patients with more severe disability have been 
shown to have higher treatment rates (45), the poten- 
tial for early intervention in the majority of cases 
clearly is not being realized. Whereas three out of four 
persons with a diagnosed depressive disorder were 
seen in the general medical sector during the course of 
an episode of illness, the Epidemiologic Catchment 
Area Program study found that only one in four of 
those individuals received a mental health service from 
their physicians. 

Treatment intensity. The primary care sector’s po- 
tential value as a site for recognizing and treating de- 
pressive disorders was further underscored by the Epi- 
demiologic Catchment Area Program finding that 
people with depressive disorders make outpatient visits 
to health and mental health care facilities at approxi- 
mately three times the average rate of all persons who 
use those facilities. 

Of all outpatient visits made by the population at 
large, about one-third were for mental health reasons; 
of visits by individuals with depressive disorders, more 
than half were for mental health reasons. Of visits 
made by individuals with a diagnosed depressive dis- 
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order for the specific purpose of seeking mental health 
care, 55% were to mental health specialists, 35% were 
to other human service providers, but only 10% were 
to general medical physicians. 

The three complementary perspectives on location, 
prevalence, and intensity of treatment provided to in- 
dividuals with depressive disorders had important im- 
plications for planning the Depression Awareness, 
Recognition, and Treatment Program—particularly 
for the professional education component. 


Mental Health Economics 


Research on the economics of mental illness has un- 
derscored the urgency—and the potential benefits—of 
undertaking an aggressive effort to ensure the avail- 
ability of appropriate, high-quality care for depressive 
disorders. 

A 1986 economic analysis of the direct and indirect 
costs of major depression (17) estimated that the total 
direct inpatient and outpatient treatment costs for this 
single affective disorder were $2.1 billion. The indirect 
costs incurred from lost productivity through morbid- 
ity and mortality as well as additional expenses for 
family care were estimated at $14.2 billion, raising the 
total social cost estimate for major depression to $16.3 
billion per year (17). The shift of even a small propor- 
tion of the $14 billion in indirect costs into direct treat- 
ment costs could produce a profound improvement in 
the lives of those currently untreated and undertreated. 
The Depression Awareness, Recognition, and Treat- 
ment Program is premised on the conviction that cre- 
ating the opportunity for an enlightened positive in- 
vestment in effective treatment will relieve society not 
only of the tragic human costs but also of a substantial 
economic burden. 


Elucidating the Pathophysiology of Depressive 
Disorders 


Many of the advances cited here attest to the accu- 
mulation of information regarding fundamental brain 
processes in recent decades. Progressively more refined 
hypotheses of specific neurotransmitter abnormalities 
in the different subtypes of depression, the discovery 
and examination of receptor function, and the use of 
neuroendocrine strategies in which an independent bio- 
logical “challenge” is used to assess its clinical, phar- 
macological, genetic, and other biological correlates 
have furthered studies of the pathophysiology of de- 
pressive disorders. A resurgent interest in the dysregu- 
lation of sleep and other biological rhythms in depres- 
sive disorders has been heightened by work with 
animal models suggesting mechanisms that may help 
explain patterns of recurrence of depressive disorders 
as well as possible links between biological and psy- 
chosocial precipitants of illness. More recently, the ad- 
vent of functional brain imaging techniques has 
spurred interest in identifying and assessing neuro- 
pathological correlates of the depressive disorders. 
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Continued work in each of these and other creas 
ensures an increasingly precise delineation of the 
pathophysiological chain and, ultimately, definiticn of 
the etiology of the depressive disorders (46, 47). 


CONCLUSIONS 


NIMH staff are hopeful that this major public and 
professional education campaign will contribute to en- 
suring that treatment of depressive disorders more 
closely reflects the current research-generated knowl- 
edge base. An added potential benefit to the mental 
health area would be a further destigmatizatioa of 
mental disorders generally as more of the populetion 
learns of effective biological and psychosocial treat- 
ments for these serious disorders. 

The Depression Awareness, Recognition, and T-eat- 
ment Program will be long-term, extending over a dec- 
ade, to realize the potential of our current investment. 
During this time, we anticipate that the major changes 
in our understanding of the etiology, epidemiology, 
service use patterns, diagnosis, and treatment of these 
disorders will be communicated to the public and pro- 
fessional communities at an accelerated rate. With 
such knowledge should come better lives for those who 
are effectively treated and- new hope for those whose 
improvement must wait for additional research find- 
ings and their application to depressive disorders. 
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Somatization: The Concept and Its Clinical Application 


Z.J. Lipowski, M.D., F.R.C.P.(C) 


Somatization, a tendency to experience and commu- 
nicate somatic distress in response to psychosocial 
stress and to seek medical help for it, poses a major 
medical, social, and economic problem. It is most of- 
ten associated with depressive and anxiety disorders 
and constitutes the core of somatoform disorders. Its 
persistent form is especially costly and difficult to pre- 
vent and manage. The author discusses the prevalence, 
clinical manifestations, etiology, and treatment of so- 
matization and presents a critical review of somato- 
form disorders. 

(Am J Psychiatry 1988; 145:1358-1368) 





Among the phenomena which attest the various influ- 
ence of the mind on bodily organs, has sufficient notice 
been taken of those peculiar effects which depend on the 
simple act of concentrating the attention separately on 
them? 


-Henry Holland, Medical Notes and Reflections, 1839 


S omatization represents a widespread and largely 
unsolved problem, at the borderland between psy- 
chiatry and medicine (1). Somatizing patients, namely, 
those who frequently complain of physical symptoms 
chat either lack demonstrable organic bases or are 
-udged to be grossly in excess of what one would ex- 
pect on the grounds of objective medical findings, are 
ubiquitous in health care settings worldwide. They of- 
ten present difficult diagnostic and management prob- 
lems, may or may not suffer from psychiatric disor- 
ders, and tend to be high users of medical care and thus 
contribute to its growing cost. Psychiatrists have paid 
relatively little attention to these patients, except to 
those suffering from what used to be called hysteria, 
until lately. In the last several years, however, a grow- 
ing number of psychiatric studies and various books 
and reviews on topics relevant to somatization have 
been published (2-7). Having defined and discussed 
the concept of somatization 20 years ago (8), I propose 
to review its current state. Before doing so, however, I 
will outline briefly its historical antecedents. 
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A HISTORICAL PERSPECTIVE 


Somatizing patients have been recognized by physi- 
cians for centuries. They have been given a variety of 
overlapping labels, notably “hysteria,” “hypochon- 
driasis,” and “melancholia,” which were used more or 
less interchangeably until the end of the 18th century 
(9, 10). Sydenham’s Dissertation of 1682 (11) repre- 
sents a landmark in the evolution of medical thought 
about them. He provided a description of both the 
physical and the mental symptoms of hysteria, which 
he viewed as a malady of women, the male counterpart 
of which he referred to as “hypochondriasis.” These 
two conditions were as like each other “as one egg is to 
another.” Sydenham offered a truly holistic concep-ion 
of hysteria-hypochondniasis (12) by proposing that it 
involved “the disturbance and inconsistency both of 
the mind and body” due to a disorder of the animal 
spirits. Its victims suffered from a wide range of phys- 
ical symptoms, which could imitate many diseases. 

In 1799 Sims (13) distinguished explicitly hysteria, 
hypochondriasis, and melancholia. He offered a mod- 
ern definition of hypochondriasis, characterizing it as a 
disorder whose main feature was that the patients had 
“their mind almost entirely taken up with the state of 
their health, which they imagine to be infinitely worse 
than it is” (13, p. 392) and believed themselves “af- 
flicted with almost every disorder they have ever seen, 
read, or even heard of” (13, p. 398). Hypochondriasis 
could affect either sex, resembled melancholia, and 
featured diverse symptoms. It differed from hysteria by 
being always associated with a low rather than a 
changeable mood. 

Hysteria and hypochondriasis may be viewed as the 
prototypes of what today are called the somatoform 
disorders, which, as DSM-III states, feature “physical 
symptoms suggesting physical disorder.” Moreover, 
they represent prime examples of somatization. Both 
Sydenham and Sims included in their clinical desczip- 
tions symptoms that we would recognize today as 
those of depression and anxiety. This is hardly surpris- 
ing since depressive and anxiety disorders still account 
for the majority of the cases of somatization in clin:cal 
practice today. 

The concepts of hysteria and hypochondriasis have 
had a checkered career in the past 200 years (7, 9, 10, 
12, 14). The former reached uncommon prominence in 
the second half of the 19th century, thanks to the work 
of Briquet, Charcot, Janet, Freud, and others, only to 
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be “split asunder” and dropped from DSM-III (15). 
Hypochondriasis became largely displaced by the con- 
cept of neurasthenia around 1880 (9) but was included 
in DSM-III a century later. Despite these vagaries of 
psychiatric nosology and terminology, the clinical 
and theoretical problems subsumed under those two 
ancient terms are still very much with us and baffle 
physicians. 


DEFINITION OF THE CONCEPT 


The term “somatization” was introduced by Stekel 
early in this century to refer to a hypothetical process 
whereby a “deep-seated” neurosis could cause a bodily 
disorder and was thus related to, if not identical with, 
the concept of conversion (16). Menninger (17) de- 
fined “somatization reactions” as the “visceral expres- 
sion of the anxiety which is thereby prevented from 
being conscious.” His classification of such reactions 
contained a medley of disorders ranging from hyper- 
tension to frigidity. These quotations suggest that psy- 
choanalysts have used the term “somatization” to con- 
note an unconscious defense mechanism and to refer to 
the hypothesized psychogenesis of certain somatic dis- 
orders, and hence as a theoretical concept. By contrast, 
the definition to follow is descriptive, does not imply a 
putative defense mechanism, and should not be con- 
founded with the theoretical one. 

Somatization is defined here as a tendency to expe- 
rience and communicate somatic distress and symp- 
toms unaccounted for by pathological findings, to at- 
tribute them to physical illness, and to seek medical 
help for them. It is usually assumed that this tendency 
becomes manifest in response to psychosocial stress 
brought about by life events and situations that are 
personally stressful to the individual. This interpreta- 
tion represents an inference on the part of outside ob- 
servers, since somatizing persons usually do not recog- 
nize, and may explicitly deny, a causal link between 
their distress and its presumed source. They respond 
primarily in a somatic rather than a psychological 
mode and tend to regard their symptoms as indica- 
tive of physical illness and hence in need of medical 
attention. 

Somatization does not encompass all physical symp- 
toms not accounted for by demonstrable physical ill- 
ness. Such symptoms are extremely common and do 
not necessarily indicate that the person experiencing 
them is under stress or interprets them as suggestive of 
physical illness and seeks medical help. Surveys have 
shown that in a population of 1,000 adults three-quar- 
ters of them will report episodes of illness or injury in 
an average month, but only one-quarter of them will 
consult physicians (18). Moreover, the tendency to 
experience and communicate distress in a somatic 
rather than a psychological mode is widespread in our 
own and other societies (5) and as such should not be 
considered to be in any sense abnormal or a medical or 
a psychiatric problem. It does become such a problem, 
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however, when individuals who are so disposed at- 
tribute their somatic distress and symptoms to physical 
illness and consequently seek medical diagnosis and 
treatment and, especially, when they do so persistently 
despite doctors’ reassurances that physical illness can- 
not account for their symptoms. 

It follows that the concept of somatization com- 
prises three essential components: the experiential, the 
cognitive, and the behavioral (6). What individuals 
perceive in regard to their bodies, be it pain or some 
other distressing or unaccustomed bodily sensations, 
dysfunctions, or changes in appearance, represents the 
experiential aspect, one that is usually directly known 
only to them. How they interpret and attribute the 
perceptions, the consequent subjective meaning of 
these perceptions for them, and the decision-making 
process in regard to the symptoms thus appraised all 
constitute the cognitive component. As the definition 
of somatization stipulates, the appraisal, and hence the 
meaning, of the experienced perceptions needs to be in 
terms of an actual or threatened disease of or damage 
to the body for the term to apply. Moreover, such 
appraisals must be at variance with those offered by 
medical observers consequent upon adequate exami- 
nations. Finally, these persons’ actions and communi- 
cations, both verbal and nonverbal, that follow from 
such attributions of their perceptions make up the be- 
havioral aspect. Typically, but not invariably, they de- 
cide to seek advice or treatment, or both, from doctors 
or nonmedical putative healers. Not all persons in this 
predicament follow such a course of action. Some will 
try to treat themselves or seek advice from friends, for 
example, while others confine themselves to complain- 
ing, verbally and nonverbally, to family members or 
other nonprofessional people. From the standpoint of 
the health care system, however, those actually seeking 
medical help for the type of distress discussed here are 
of paramount importance, especially those who do so 
persistently. 

Other definitions of somatization have been pro- 
posed (2—6, 8, 18-22). The one I have formulated (6, 
8) refers to experience and communication of psycho- 
logical distress in the form of physical symptoms. This 
definition has been criticized, however, for failing to 
bring out the crucial point that somatizers actually 
experience and communicate primarily somatic, not 
psychological, distress and that this feature character- 
izes them. For the sake of clarity, a descriptive defini- 
tion has been adopted in this paper. Somatization as 
defined here may be regarded as a generic concept, in 
the sense that it subsumes a wide range of clinical phe- 
nomena. It is neither a disorder nor a diagnostic cate- 
gory and does not imply that an individual displaying 
it must suffer from a psychiatric disorder. 


FREQUENCY OF SOMATIZATION 


Somatization is a common problem in health care. 
Clinical and epidemiological studies published in the 
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past 20 years indicate that patients presenting with 
symptoms lacking adequate medical basis are ubiqui- 
tous in all medical care settings, both inpatient and 
outpatient (19, 23-27). Wallen et al. (23) recently pub- 
lished the findings from the 1977 American Hospital 
Association annual survey, which involved 327 hospi- 
tals and over 260,000 patients. Of those patients, 
5.2% were placed in the diagnostic category of 
“symptoms and ill-defined conditions.” It is reason- 
able to assume that most, if not all, of those patients 
were somatizers. In regard to general hospital outpa- 
tients, Bain and Spaulding (24) reported that the most 
common presenting symptoms in 4,000 consecutive 
new patients attending a general medical clinic in a 
Toronto teaching hospital included abdominal and 
chest pain, dyspnea, headache, fatigue, cough, back 
pain, dizziness, and nervousness. About 30% of these 
symptoms were attributed by the attending physicians 
to “psychiatric disturbance.” Studies of primary prac- 
tice are particularly important. The 1980/1981 Na- 
tional Ambulatory Medical Care surveys looked at 
about 90,000 visits to physicians and found that 72% 
of the patients who received psychiatric diagnoses each 
had one or more physical symptoms as his or her chief 
complaint (25). Other studies have found that about 
30% of primary care patients using health care services 
in a given year have diagnosable psychiatric disorders, 
most often depressive or anxiety disorders, and over 
one-half of them present with somatic rather than psy- 
chological symptoms (19, 26, 27). One study found, 
however, that many of such patients did not attribute 
their somatic symptoms to physical illness when inter- 
viewed by psychiatrists, even though they had implied 
such attributions in their contacts with the primary 
physicians (19). Such patients have been referred to as 
“facultative” rather than true somatizers (19) and ap- 
pear to use physical complaints as an opening gambit 
while consulting doctors, one that may provide a le- 
gitimate and acceptable reason for seeking medical ad- 
vice but can also result in a misdiagnosis. Somatizing 
patients account for a disproportionately high number 
cf visits to physicians and outpatient clinics and of 
laboratory investigations, drug prescriptions, and sur- 
gical procedures (28-32). They are thus high users of 
medical care and undoubtedly contribute to its grow- 
ing cost. This economic aspect of the problem alone 
argues for more research on persistent somatization 
and for attempts at its prevention, a task that has 
hardly yet begun. 


GENERAL CLINICAL ASPECTS 


Somatization as defined here encompasses a broad 
spectrum of clinical phenomena. A somatizing patient 
may present with symptoms, often multiple, referred 
to any body part or function or organ system and im- 
itating any bodily disease. Studies referred to earlier 
indicate that pain is by far the most common such 
symptom, especially that involving the back, abdomen, 
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chest, head, and pelvis and diffuse muscle aches and 
pains. Also common are complaints of fatigue, dizzi- 
ness, shortness of breath, and palpitations. Less fre- 
quent modes of presentation include loss or abnormal 
distortion of a body function, that is, conversion symp- 
toms. Even less common are the complaints of a delu- 
sional nature, involving alleged change of appearance 
of a body part, infestation, or halitosis, for example. 
Some patients complain of being allergic to everytaing 
(32). 

Somatization does not imply that the patient may 
not have a concurrent physical illness. On the con- 
trary, in some cases it can actually coexist with, mask, 
and be facilitated by such an illness. For example, a 
recent study of long-term enrollees in a health mainte- 
nance organization found that 13% of them were its 
consistently high users (33). Those patients had a 
higher than average prevalence of depression, com- 
plained of more physical symptoms, and more often 
featured anxiety as a presenting problem than the low 
users. At the same time, however, they often suffered 
from chronic illness and died earlier than low users. 
While these findings are unlikely to apply to somatizers 
generally, they suggest caution in evaluating these pa- 
tients. Somatization may be fostered by symptoms of 
an organic disease that remains undiagnosed because it 
is still in an early stage—for example, multiple sclero- 
sis or systemic lupus erythematosus—or because ghy- 
sicians are still uncertain about its status as a disease. 
A case in point is the so-called postviral asthenia syn- 
drome (34), which in the opinion of some authorities is 
a chronic mononucleosis (34, 35). Patients believed tc 
suffer from this syndrome complain of severe fatigue, 
recurrent muscle aches, depression, insomnia, and a 
variety of other symptoms. A recent study (35) found 
that 21% of 500 unselected patients seeking primary 
care displayed features of that syndrome, the cause of 
which remains unclear, Such patients may not only be 
misdiagnosed as somatizers but could also develop so- 
matization in response to persistent yet diagnostically 
ambiguous symptoms. Conversion symptoms have of 
ten been found in association with physical, notably 
neurological, disease (36). On the other hand, somati- 
zation often develops as a consequence of physiolcgi- 
cal concomitants of emotional arousal, an integral part 
of a primary psychiatric, say panic, disorder. The pa- 
tient may focus on such usual accompaniments of anx- 
iety as hyperventilation, chest pain, or palpitations, Zor 
example. The resulting somatization may be quite per- 
sistent, as illustrated by studies of patients with chest 
pain suggesting angina pectoris but associated with 
normal coronary arteriograms (37-39). In some cases 
of panic disorder, however, somatization may subside 
as the disorder responds to treatment (40). 

Somatization as seen in health care settings involves 
a wide diversity of not only physical complaints tut 
also psychological characteristics of the patients com- 
municating them. These patients do not constitute a 
homogeneous group but, rather, display considerable 
heterogeneity, which needs to be taken into account in 
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clinical work, research, and theorizing. One may pro- 
pose that somatization is a multidimensional concept. 
For all their diversity, however, the somatizing patients 
share one essential feature: a pattern of predominantly 
somatic rather than cognitive response to stress and 
related emotional arousal. Such highly somatic re- 
sponders have been reported to have higher levels of 
physical symptoms and greater use of health services 
than the low responders (41). 

Several dimensions of somatization may be distin- 
guished. They include its duration, the degree of hy- 
pochondriasis, the overt emotionality, and the ability 
to describe feelings and develop fantasies. In regard to 
duration, somatization may be transient or persistent. 
The former is a state that is relatively acute and self- 
limited and occurs in response to bereavement or some 
other personally meaningful loss, for example. It either 
passes spontaneously or after the person has been re- 
assured by a doctor that the symptoms do not indicate 
a physical illness. By contrast, persistent somatization 
implies a chronic or frequently recurring problem, one 
that may last a lifetime and often involves some degree 
of social or occupational disability or both. Such per- 
sistence may represent a personality trait (21, 22, 40, 
42). It is the persistent somatization that imposes a 
serious burden on the health care system worldwide. 
Operational criteria for its identification have been for- 
mulated (6, 22). 

The second dimension is the degree of hypochon- 
driasis. Somatizing patients vary in how preoccupied 
they are with their health and symptoms and with ei- 
ther the fear or conviction of having a physical illness. 
The zeal with which they pursue medical diagnoses 
and treatment also varies. While some of them hold 
somatic delusions, the majority display hypochondri- 
acal concerns to varying but lesser degrees. Thus, hy- 
pochondriasis is distributed on a continuum, and so- 
matization encompasses it but is not coterminous with 
it. The third dimension, one also varying in extent, is 
that of overt emotionality in regard to the perceived 
somatic distress and symptoms. It ranges in intensity 
from indifference, as in la belle indifférence of some 
patients with conversion symptoms, on the one hand, 
to panic or agitated depression focused on the fore- 
boding of imminent death or crippling disability, on 
the other. And fourth, the ability to describe feelings 
and develop fantasies also varies in degree. While some 
somatizing patients seem to lack such ability and thus 
display alexithymia (43), others appear to possess it no 
less than nonsomatizers (44). 

To view somatization as a multidimensional concept 
is consonant with clinical observations and is practi- 
cally important. It allows inclusion of a wide variety of 
symptoms, modes of symptom presentation, and pa- 
tient characteristics. We need to isolate, study, and 
compare distinct clinical variants of somatization to 
increase our understanding of their determinants and 
the pathophysiological mechanisms involved and to 
advance specific treatment. Moreover, the heterogene- 
ity of somatizing patients calls into question generali- 
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zations about their psychological characteristics, e.g., a 
particular cognitive-perceptual style (2) or the capacity 
to express emotions verbally and develop fantasies (43, 
44), We need to avoid oversimplification and prema- 
ture closure in this complex area. 

Somatization may occur at any age from late child- 
hood (45, 46) to old age (42). Contrary to a wide- 
spread opinion, it is reported not to be excessively 
common among the elderly (42). Both men and 
women can exhibit it, and it is not clear if either sex 
predominates (47). 


SOMATIZATION AS A MEDICAL PROBLEM 


The symptoms of somatizing patients have been 
called “functional,” “psychosomatic,” “psychogenic,” 
and “somatoform.” All these terms imply that how- 
ever strongly such symptoms suggest physical illness, 
they belong to a different realm and are but an imita- 
tion of the “real” thing, i.e., of the veridical signals of 
a pathological change in the body. Such a judgment is 
made by a physician who decides whether a symptom 
is legitimate or not by resorting to the currently ac- 
cepted convention of what constitutes disease. In the 
case of a somatizing patient, the physician’s objective 
concept of health clashes with the subjective view of 
the patient; somatization implies a discrepancy be- 
tween subjective and objective health (42). Patients 
displaying persistent somatization and hypochon- 
driasis highlight this dilemma: they do not behave as 
physicians in our culture expect patients to (5, 6). A 
patient should complain in reasonable proportion to 
demonstrable pathology, report physical distress in 
bodily terms and emotional distress in psychological 
terms, and accept a doctor’s opinion and advice com- 
pliantly. Persistently somatizing patients fail to con- 
form to this conventional model, and this can lead to 
doctor-patient conflict. A physician may ignore the pa- 
tient’s hypochondriacal concerns and fail to acknowl- 
edge them (48). Or the physician may recognize them 
and grow to dislike the patient. Persistent somatizers 
have been given various names, such as ‘“‘crocks,” 
“turkeys,” “hypochondriacs,” “the worried well,” and 
“the problem patients” (49, 50). These labels express 
the frustration of doctors faced with patients who 
claim to be physically ill, clamor for medical diagnoses 
and treatment, tend to be dissatisfied with any therapy 
they get, and are inclined to “doctor shop.” Physicians’ 
resentment is readily perceived by patients as rejection, 
often with resulting intensification of complaints and 
disruption of the doctor-patient relationship (51). A 
common response of doctors to somatizing patients’ 
symptoms is to tell them that there is nothing wrong: 
“Irs all in your head.” Such a response is liable to 
provoke anger, disbelief, and even despair in patients. 
Their sense, if not conviction, of being sick clashes 
with the doctors’ opinion that they are just worried 
well persons. Thus, the patients’ subjective appraisals 
come in conflict with the doctors’ conventional, “ob- 
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jective” judgments about what constitutes health and 
disease. 

The dominant view in Western medicine is that a 
disease is “a matter of physics and chemistry whose 
presence is betrayed by physical signs” (52). By con- 
trast, illness is “experience whose presence is commu- 
nicated by complaint... . Its presence cannot be ob- 
jectively established by physical signs” (52). According 
to this viewpoint, somatizing patients may be regarded 
as ill, but their illnesses are nonmedical, or “exis- 
tential” (52). These notions highlight the doctors’ di- 
lemma. They typically try to resolve it by resorting to 
multiple laboratory tests, procedures, operations, and 
medications, which are not only costly but may also do 
harm and help to intensify patients’ preoccupations 
with their health (53). Some physicians, however, have 
recently advocated a more effective approach to these 
patients, one focused on their psychosocial problems 
and needs (53, 54). 

Some authors have attempted to resolve this di- 
lemma. Instead of speaking of disease and illness, they 
have formulated the concepts of illness behavior and 
abnormal illness behavior, respectively (55—57). The 
former concept refers to the ways in which individuals 
perceive and respond to bodily symptoms, how they 
define and attribute them, and what remedial actions 
they undertake (55). Abnormal illness behavior is ex- 
hibited by patients who attribute symptoms to physical 
illness even though evidence for it is lacking and, after 
thorough medical evaluations, doctors have reassured 
them that such illness is absent (56). It is assumed that 
the experience and communication of physical symp- 
toms may reflect not only the presence of a patholog- 
ical process in the body but also psychosocial stress. 
The communication of somatic complaints may also 
represent an attempt by the patient to attain certain 
personal objectives, such as release from social obliga- 
tions or an excuse for failure to meet them, resolution 
of an inner or an interpersonal conflict, securing of 
support from others, or financial benefit (55). Any one 
or any combination of these factors may foster illness 
behavior and adoption of a sick role. The concept of 
abnormal illness behavior is meant to help physicians 
identify, assess, understand, and manage somatizing 
patients (56). Seven dimensions of such behavior have 
been distinguished, and a diagnostic scale for it, the 
Illness Behavior Questionnaire, has been constructed 
(57). To what extent this concept is actually applied by 
physicians is unknown. Application of the Illness Be- 
havior Questionnaire cannot help a doctor decide 
whether or not a pathological process is present, and 
hence its use as a diagnostic tool for patients with 
physical symptoms of uncertain origin is unwarranted 
(58). To regard elevated scores on the Illness Behavior 
Questionnaire as abnormal illness behavior in the ab- 
sence of corroborating medical information may be 
misleading (58). Moreover, the concept of abnormal 
illness behavior leaves open the question of the psy- 
chophysiological mechanisms involved in somatization 
(59, 60). 
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As stated earlier, somatization neither represents a 
specific diagnostic category nor implies that a diagnos- 
able psychiatric disorder must be present. It may, for 
example, occur as a transient stress response, one that 
hardly warrants a psychiatric diagnostic label. Persist- 
ent somatization, however, does call for it according to 
the current convention. In general, somatization may 
be associated with a wide range of psychiatric disor- 
ders. Escobar (21) proposed that it may be 1) a pri- 
mary problem, as in somatoform disorders, 2) one as- 
sociated with a readily diagnosable nonsomatoform 
psychiatric disorder, such as major depression, 3) a 
“masked disorder,” as in the case of the so-called 
masked depression, or 4) a personality trait. This clas- 
sification has some merit in that it highlights the often 
difficult diagnostic problems presented by somatizing 
patients, who tend to deny awareness of any emotional 
distress other than that which they attribute to the 
experience of the physical symptoms and the concern 
about their medical significance. As Barsky et al. (29) 
put it, “Somatic symptoms are a final common path- 
way through which emotional disturbances, psychiat- 
ric disorder, and organic pathology all express them- 
selves, and which prompt patients to visit doctors.” It 
is left to the doctor’s diagnostic reasoning to decide 
which of these three conditions most reliably accounts 
for the patient’s physical complaints. It is often a dif- 
ficult task, especially when neither organ pathology 
nor a readily and independently diagnosable psychiat- 
ric disorder appears to be present. 

All dysphoric emotional states involve physiological 
concomitants that the person may perceive as symp- 
toms and selectively focus on. It is such selective fo- 
cusing that characterizes the somatizer. On the other 
hand, an emotionally distressed person may selectively 
present physical complaints to a doctor on the assump- 
tion that this is the best approach to secure relief for 
the psychological distress. If properly interviewed, 
such patients may freely speak of their psychosocial 
problems and should hardly be viewed as somatizers 
(19, 61). Such considerations have prompted formula- 
tion of operational criteria for somatization (19, 22). 
Bridges and Goldberg (19), for example, stipulated 
that to be considered somatizers patients must meet 
the following criteria: they must seek medical help for 
somatic symptoms and not for psychological manifes- 
tations of psychiatric disorders; must attribute their 
symptoms to physical illness; and must report, when 
properly interviewed, symptoms that justify psychiat- 
ric diagnoses. These criteria reduce the ambiguity and 
arbitrariness of the diagnostic process and leave out 
such vague concepts as “masked depression,” for ex- 
ample. As not all investigators apply such rigorous cri- 
teria, however, reports of the frequency of association 
between somatization and assorted psychiatric disor- 
ders need to be considered critically. 
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A positive association between somatization and de- 
pressive disorders has been documented by clinical and 
epidemiological studies (19, 27, 29, 31, 62-69). De- 
pression is claimed to be one of the most common 
causes of somatization (66). About three-quarters of 
the patients who seek medical care for depressive 
symptoms do so in primary care settings (67), and the 
majority of them complain of somatic rather than psy- 
chological distress and symptoms (19, 27, 67). In one 
study (19), for example, over half of the patients with 
diagnosable psychiatric illnesses seen in primary care 
settings met strict criteria for somatization, while only 
about one-fifth presented with psychological symp- 
toms. As a result, less than one-half of all depressed 
patients seen by primary care physicians are properly 
diagnosed and treated (67). These reported findings 
underscore the practical importance of somatization, 
especially if one considers that as many as half of the 
patients seeking medical care worldwide present with 
symptoms not accounted for by any disease listed in 
the International Classification of Diseases (55). So- 
matic symptoms, depression, fear of disease, and bod- 
ily preoccupation are not only a matter of personal 
distress for individuals and their families but are also 
important predictors of utilization of medical care (28, 
29, 31, 65). 

As I pointed out earlier, reports of the association 
between somatization and specific psychiatric, espe- 
cially depressive and anxiety, disorders need to be 
viewed with caution. Some depressed patients are 
more or less convinced that their physical symptoms 
are due to somatic illness and steadfastly deny being 
emotionally distressed at all or only by the symptoms, 
while the majority seem to be aware of both bodily and 
affective distress but are unsure which of them is pri- 
mary (66). Most of these patients, however, seek help 
from nonpsychiatric physicians for somatic symptoms. 
If one accepts the notion of a somatization trait (21, 
22), then those possessing it will tend, when depressed, 
to report primarily physical symptoms. Others may 
choose to present such symptoms not because they do 
not experience depressed mood but because they do 
not wish to be given psychiatric diagnoses and hence 
be stigmatized’ (67) or because they believe it inappro- 
priate to discuss psychosocial issues with general prac- 
titioners (27). If the physician fails to interview the 
patient in some depth, the depression is liable to re- 
main undetected and untreated (27). A doctor’s atti- 
tude, statements, and actions are often crucial in influ- 
encing the patient’s illness behavior and may either 
counteract or encourage somatization. 

Somatizing depressed patients may complain of a 
wide variety of physical, typically multiple and vague, 
symptoms (31, 65, 67, 70) and often express related 
hypochondriacal concerns (71). Pain is a particularly 
common symptom in depression (31, 62, 66, 72), but 
the nature of its relationship to depressive disorders is 
a complex and controversial subject (73, 74). The re- 
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ported prevalence of depression in chronic pain pa- 
tients ranges from 10% to 100% (74). This discrep- 
ancy likely reflects variation in the methods of selecting 
the patient samples reported on (73) and of ascertain- 
ing the presence of depression (74). The prevalence of 
depressive disorders in patients with chronic pain is 
probably in the range of about 30% to 50% (75, 76) 
and is likely highest in those who lack relevant organic 
lesions and are assessed in psychiatric settings (73). 
Some investigators regard idiopathic chronic pain as a 
variant of depressive disorder, or a “masked depres- 
sion” (77). This view has been cogently criticized, 
however, on the grounds that it lacks empirical sup- 
port (74, 76, 78). I tend to agree with Large (76) that 
the term “masked depression” is vague and that the 
DSM-III-R criteria for depressive disorders are suffi- 
cient and necessary to diagnose one of them in a pa- 
tient with chronic pain. To speak of depression in the 
absence of detectable depressed mood and other essen- 
tial features of a depressive disorder seems to be arbi- 
trary and confusing. Moreover, the reported frequent 
concurrence of chronic pain and depression leaves 
open the issue of causal relationships. The arguments 
that depression is the cause of the pain and that the 
pain is the cause of the depression are equally plausible 
(73, 74). In a subset of chronic pain patients depres- 
sion does seem to be a primary cause of the pain, 
which may be viewed as an expression of somatiza- 
tion. Prospective studies of patients followed up from 
the onset of either pain or depression are needed to 
establish the frequency of such causal relationships 
(74). 

Somatic complaints that reflect somatization in de- 
pressive disorders may have different origins (62). 
Some are vegetative symptoms concomitant with de- 
pressed mood, while others may be either somatic met- 
aphors with which patients communicate their emo- 
tional distress or exacerbations of coexistent physical 
illnesses. The depressed mood may also influence cog- 
nition in the direction of augmented perception of bod- 
ily sensations and their interpretation in terms of phys- 
ical illness, Recent experimental work (79) indicates 
that such a mood fosters illness-related memories and 
a negative view of one’s health. Some investigators 
(31) assert that somatic complaints constitute a major 
feature of depression and should be included among its 
diagnostic criteria. 


Somatization and Anxiety 


Anxiety disorders are highly prevalent in the popu- 
lation (80) and very common in primary care (81). 
They are often associated with depression, somatiza- 
tion, and hypochondriasis (40, 80-83). Patients suf- 
fering from panic disorder tend to consult nonpsy- 
chiatric physicians and are likely to be misdiagnosed 
by them (81, 82). They commonly present with various 
somatic complaints, such as chest pain, palpitations, 
dyspepsia, headache, dizziness, fainting, and dyspnea 
(37—40, 81-84). Preoccupation with the fear or belief 
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of being physically ill is so common in panic disorder 
as to prompt some investigators to suggest that hypo- 
chondriasis is its essential feature (40), one that leads 
to high utilization of health care by the affected pa- 
tients (81). Those who are diagnosed early and treated 
properly tend to give up their tendency to somatize 
(40, 83), in contrast to the depressive patients man- 
aged in family practice, whose tendency to somatize 
and utilize health care is more persistent (83). Those 
anxious patients, however, who experience chest pain 
and become preoccupied with the idea of having heart 
disease may display persistent somatization despite ex- 
tensive negative medical investigations and explicit re- 
assurance (37—39). 

Several factors have been proposed to account for 
somatization in anxiety disorders. Enhanced aware- 
ness of and selective attention to bodily sensations and 
danger-related infcrmation generally (85), increased 
sympathetic nervous system arousal ‘40), and a nega- 
tive bias in appraising one’s health (40) have all been 
invoked as factors facilitating somatization in anxious 
patients. As in the case of depression, diagnosis of an 
anxiety disorder in a somatizer who denies emotional 
distress needs to satisfy formal diagnostic criteria. Dis- 
tinction. from somatization disorder may be particu- 
larly difficult (81). 


somatization and Psychosis 


A major depression with psychotic features, schizo- 
phrenia, and delusional (paranoid) disorder, somatic 
type, may all feature somatic, or hypochondriacal, de- 
lusions of having a physical disease or of a body 
change, malfunction, or deformity (3, 4). Some of 
these delusions may be focused on a single theme, as in 
parasitosis, dysmorphosis, and halitosis, for example. 

DSM-III-R distinguishes somatoform disorders 
from conditions featuring somatic delusions but allows 
that such a distinction may be difficult to make ini- 
tially. Such delusions may be regarded as the most 
pathological form of somatization. A psychotic patient 
may, however, seek medical help for somatic symp- 
toms, such as pain or weakness, lacking organic expla- 
nation but not elaborated in a delusional manner. 
Many schizophrenic patients are reported to do so 
(86). 


Somatoform Disorders 


A major innovation of DSM-III was to include a 
new diagnostic category for patients whose presenting 
symptoms suggest physical illness (hence the term “‘so- 
matoform’’), occur in the absence of demonstrable or- 
ganic findings, and lack any known pathophysiological 
mechanisms. There has to be, however, positive or pre- 
sumptive evidence that they are linked to psychological 
factors or conflicts. So defined, this new category rep- 
resents a continuation, in modern dress, of Sydenham’s 
concept of hysteria-hypochondriasis. In fact, the so- 
matoform disorders have been mostly derived from the 
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wreckage of what used to be called hysteria (15). In 
DSM-III-R this new category comprises seven disor- 
ders: the body dysmorphic, conversion, somatization, 
somatoform pain, and undifferentiated somatoform 
disorders, somatoform disorder not otherwise speci- 
fied, and hypochondriasis. They represent clinical var- 
iants of somatization. 

Chodoff (87) called hysteria a “fossil encrusted with 
and obscured by successive layers of meaning” yet one 
worth preserving. We members of the task force rhat 
prepared DSM-III agreed with this view in principle 
but resolved to drop the term and to split the “fossil” 
into several diagnostic categories (15). The result has 
been only partly successful, I believe. To define clinical 
variants of somatization was innovative and overdue, 
but the currently included seven disorders overlap, and 
their validity and reliability are debatable. . 

Somatization disorder represents the most persist- 
ent, disabling, and costly form of somatization (30). It 
is also the most extensively investigated, valid, and 
reliable somatoform disorder. Yet its prevalence is ow 
(21, 22), it often coexists with other mental disorders 
(88), and it appears to represent but a tiny tip of the 
somatization iceberg. Conversion disorder features in- 
voluntary loss or alteration of a motor or sensory func- 
tion as an expression of a psychological conflict or 
need and in the absence of a known psychophysiolog- 
ical mechanism. Thus, it involves more than just sub- 
jectively perceived bodily symptoms. Major depzes- 
sion, schizophrenia, and somatization disorder may all 
feature conversion symptoms. The pure disorder ap- 
pears to be rare nowadays (36), and its validity has 
been questioned (89). 

Hypochondriasis involves preoccupation with the 
fear or belief of having serious disease in the absence of 
relevant evidence. Often chronic, it is usually encoun- 
tered in general medical settings and features multiple, 
but at times single, somatic complaints (71). Its status 
as a separate disorder has been controversial for years 
(2, 4), while its close association with depression nas 
been noted for centuries (9, 10). It should probably be 
viewed as a dimension rather than a disorder, one that 
may accompany all somatoform and also many otner 
mental disorders. 

Somatoform pain disorder’s essentidl feature is a 
preoccupation with pain that lacks a detectable patho- 
physiological basis. It must last for at least 6 months to 
be diagnosed, and hence a similar pain of shorter du- 
ration is excluded. This effectively precludes its diag- 
nosis at an early stage, when intervention to prevent a 
chronic course could be effective. The criteria for this 
disorder are imprecise, and it is seldom diagnosed (75, 
76). In chronic idiopathic pain the most frequent psy- 
chiatric diagnoses are depression and anxiety (74—756). 
It is doubtful if this disorder should be considered a 
separate category (76). 

Undifferentiated somatoform disorder is probably 
by far the most common member of this class (22). By 
definition, it must be chronic, and this criterion is ques- 
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tionable for the same reasons as those just mentioned 
for somatoform pain disorder. Finally, body dysmor- 
phic disorder involves preoccupation with a minor or 
imagined defect in physical appearance. It often has a 
delusional quality, is usually seen by plastic surgeons, 
and should probably be considered a symptom rather 
than a disorder. 

Thus, the current classification of somatoform dis- 
orders is flawed and will have to be revised in DSM-IV. 
It is, I believe, overinclusive and overemphasizes the 
absence of pathophysiological mechanisms. Do the as- 
sorted physical symptoms occur in a physiological vac- 
uum? Are they but bodily metaphors? Some of them 
may be just that, but psychophysiological studies will 
have to settle this issue (59, 60). As formulated in 
DSM-III-R, this diagnostic category reflects mind- 
body dualism and perpetuates the questionable dichot- 
omy of organic versus psychogenic disorders and 
symptoms. For the future revision I propose reducing 
this diagnostic group to two disorders: somatization 
disorder and partial (or restricted) somatization disor- 
der. The latter could include descriptive subtypes, such 
as with hypochondriasis, with conversion, with pain, 
etc., so as to bring out the clinical variants for the 
purpose of research and therapy. 


ETIOLOGIC FACTORS 


A wide range of putative etiologic factors have been 
proposed to account for somatization (2—6). The di- 
versity of its clinical manifestations and associations 
suggests a multifactorial causation. Different clusters 
of causal factors are likely to be involved in its pro- 
posed clinical variants. These factors may be classified 
as predisposing, precipitating, and maintaining (4, 6). 
Predisposing factors include genetic, developmental- 
learning, personality, and sociocultural ones. Genetic 
predisposition has been suggested for somatization dis- 
order (4, 46). Developmental-learning factors appear 
to be crucially important in somatization generally. 
Learning to focus attention on somatic perceptions, to 
interpret them as threatening, to express them verbally 
and nonverbally, and to use such communication as an 
idiom of psychological distress and needs takes place 
in the family context (3, 4, 45, 46, 90, 91). And the 
family reflects, in part, the linguistic habits, such as 
using body language for all distress, and illness-related 
beliefs and practices of the social class and culture to 
which it belongs. Research suggests that a child ex- 
posed to much physical illness and pain behavior in 
other family members is at risk for somatization as an 
adult (45, 46, 90, 91). Identification and modeling 
seem to be involved. A child who learns that being ill 
or complaining of physical symptoms is likely to be 
rewarded by increased attention or by avoidance of 
conflict or of some obligation may be predisposed to 
develop somatization as a coping strategy in later life 
(91). A number of personality variables have been 
linked with somatization. Neuroticism (42), a percep- 
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tual-cognitive style of sensitization or augmentation 
(2), and introspectiveness (92) have all been impli- 
cated. Sociocultural factors have already been alluded 
to (5, 20, 21, 55). Somatization is a worldwide phe- 
nomenon but appears to be particularly prevalent in 
cultures in which expression of emotional distress in 
psychological terms is traditionally inhibited, and this 
applies to much of the non-Western world (5). In our 
culture, somatization tends to be more prevalent in 
lower socioeconomic groups (55). 

Precipitating factors include life events and situa- 
tions that are personally stressful because of their sub- 
jective meaning of loss or threat for the individual. 
Bereavement, physical illness or injury, breakup of a 
relationship, and witnessing death appear to be com- 
mon precipitants (4). In my experience, it is easier to 
identify such events in cases of somatization of rela- 
tively recent, acute onset than in those of long dura- 
tion. Frequent attenders of a general practice have ac- 
tually been found to have fewer stressful life events 
than the infrequent attenders (93). 

Maintaining factors are those that contribute to the 
persistence of somatization. They include individual 
predisposition and a complex interaction between pa- 
tients and their families, physicians, and the social 
system. Patients’ personality traits and early learning 
experiences, already referred to, constitute their pre- 
disposition to the development and persistence of so- 
matization. Some researchers assert that each individ- 
ual has a characteristic and enduring level of 
hypochondriacal concerns and somatic symptom re- 
porting, one showing a positive association with the 
personality dimension of neuroticism (42). The latter 
encompasses such traits as self-consciousness, inability 
to inhibit cravings, vulnerability to stress, and a ten- 
dency to experience anxiety, hostility, and depression 
(42). Individuals so predisposed tend to adopt soma- 
tization as a mode of coping with life’s vicissitudes, 
psychological needs and conflicts, feelings of guilt and 
anger, and low self-esteem. By adopting the sick role 
they seek to gain attention and support and to avoid 
social and family obligations and demands (55). The 
responses of family members and doctors may rein- 
force this somatizing tendency and help to maintain it 
indefinitely. The importance of the family in this re- 
spect has been emphasized in the case of chronic pain, 
for example (94). latrogenic factors, in the form of 
endless investigations, ambiguous diagnostic state- 
ments, and unnecessary treatment, may have the same 
effect. Finally, financial rewards, such as disability pay- 
ments, also reinforce somatization (4). 


MANAGEMENT OF THE SOMATIZING PATIENT 


Much has been written on this subject lately for the 
benefit of physicians in primary practice, where most 
psychiatric patients, somatizing or not, are seen and 
treated (6, 51, 53, 54). The cornerstone of the man- 
agement is a comprehensive medical, psychiatric, and 
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psychosocial evaluation of the patient. A thorough ini- 
tial medical assessment is crucial. If no disease is 
found, the patient needs to be told so in unambiguous 
terms, and the focus of the inquiry should shift to the 
issue of psychiatric diagnosis, with special care to rule 
out depression and anxiety, as these will require ap- 
propriate treatment. If the somatization is of relatively 
recent onset, the physician should look for antecedent 
events that may have been distressing for the patient 
and hence of causal importance. Why did the symp- 
toms appear when they did? Answers to this question 
open the way to a psychosocial inquiry. The spouse or 
another family member should be interviewed to re- 
veal diagnostic clues and to elicit information about 
the family’s reaction to the patient’s complaints. The 
patient’s personality needs to be assessed, with empha- 
sis On traits that predispose to somatization. 

If the history reveals persistent somatization, long- 
term management has to be planned. The physician- 
patient relationship will be its focal point (51, 53, 54). 
Regular, if brief, follow-up visits should be arranged. 
The doctor must not promise cure but only support the 
patient in achieving better functioning. The physician 
may request a psychiatric consultation, telling the pa- 
tient that the symptoms may reflect or be intensified by 
stress and calling for assessment by a psychiatrist to 
complete the workup. Such consultation has been 
shown to be of value and may reduce health care costs 
(95). 

Psychiatric treatment depends on specific diagnosis, 
and its details are outside the scope of this article (3, 4, 
7, 46). Persistent somatizers often resist psychiatric re- 
ferral. Those who accept it may respond to individual 
(4) or group (96) psychotherapy. Psychotropic drugs, 
especially antidepressants, are of value in some pa- 
tients, notably those with chronic pain (97). Sedatives 
and hypnotics need to be used cautiously, as persistent 
somatizers readily become addicted to them. The dis- 
abled persistent somatizer may benefit from a multi- 
axial psychiatric inpatient treatment program, one us- 
ing a broad range of therapeutic, including behavioral, 
modalities (98—100). 


COMMENT 


Somatization constitutes a worldwide medical, so- 
cial, and economic problem of major proportions. It 
has likely existed for as long as the healing profession 
and the concepts of health and disease, yet our under- 
standing of it is far from being complete. We do not 
know, for example, what proportion of those who be- 
gin to display it go on to do so persistently, what their 
characteristics are, or how to intervene to prevent 
chronicity. Nor do we know much about the physiol- 
ogy of the assorted physical symptoms involved (59, 
60). Clearly, much more research is needed to address 
these issues. 

Of multifactorial origin and with diverse clinical 
manifestations, somatization cannot be adequately ex- 
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plained from a single vantage point, be it learning the- 
ory, psychodynamics, or sociology. Rather, it calls 
for multidimensional explanatory hypotheses. Viewed 
from a broader perspective, it defies the common ten- 
dency to dichotomize phenomena so as to reduce their 
complexity and ambiguity. Mind versus body, health 
versus disease, wellness versus sickness, and psycho- 
genic versus organic are the relevant dichotomies here. 
Somatization does not lend itself to such simple cate- 
gorization. It involves both mind and body and, as a 
mimicry of “real” diseases, is a state of being that is 
neither wellness nor “legitimate” sickness. It repre- 
sents a somatic mode of experiencing and communi- 
cating distress, one that may serve the individual to 
attain certain gains, psychological or social or both. As 
such, it is partly a common, if maladaptive and largely 
unconsciously motivated, coping strategy to deal with 
life’s demands and frustrations. Its complexity and am- 
biguity pose a formidable challenge to researchers and 
clinicians alike. 
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Sleep Disorders in the Elderly 


Michael G. Moran, M.D., Troy L. Thompson II, M.D., and Alan S. Nies, M.D. 





In their own practices and in consultation, requests 
to psychiatrists to evaluate and treat sleep disorders in 
the elderly are common. The five million elders in this 
country receive 35%—40% of the sedative-hypnotics 
prescribed, despite the fact that they represent only 
12% of the population. Since their sleep disturbances 
are usually secondary to medical, psychiatric, pharma- 
cologic, or environmental causes, they should receive a 
thorough evaluation and differential diagnostic ap- 
proach. Before prescribing a sedative-hypnotic, one 
should consider nonpharmacologic interventions and 
education about normal sleep changes due to aging. As 
a foundation for the judicious prescribing of sedative- 
hypnotics, the pharmacokinetic changes associated 
with aging are discussed. 

(Am J Psychiatry 1988; 145:1369-1378) 








onservative estimates indicate that about 5 mil- 

lion elderly patients in this country have a severe 
sleep disorder (1—4). The vast majority (about 85%) of 
severe insomniacs receive no medication for their con- 
dition. Although the elderly currently represent only 
11%—12% of the population in this country, they are 
prescribed about 35%—40% of the sedative-hypnotics. 
It is not clear whether this represents undertreatment 
or overtreatment, given the prevalence of sleep disor- 
ders in the elderly. 

The differential diagnosis of sleep disorders for any 
age group is lengthy, but for the elderly it may be 
especially complex (appendix 1). The average physi- 
cian spends only a few minutes evaluating most sleep 
complaints, and a sedative-hypnotic drug is prescribed 
automatically in many cases, with the complaint not 
being treated as a symptom but rather as a disease per 
se (4). For unknown reasons, the death rate among 
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people who “often” use sleeping pills is 1.5 times 
higher than that among matched subjects who have 
never used sleeping pills (5). The consultation psychi- 
atrist and primary care physician are familiar with 
sleep disturbances associated with medical disorders, 
such as congestive heart failure and arthritis. However, 
if an exacerbation of such conditions presents first as a 
sleep disorder, and a sedating medication is prescribed 
without a thorough differential diagnosis being con- 
ducted, not only will proper attention to the primary 
condition be delayed, but the patient may develop side 
effects to the sedative. 

Many pharmacokinetically significant changes occur 
with aging, and to prescribe sedative-hypnotic medi- 
cations safely, the physician must be aware of those 
physiologic changes and the potential problems the pa- 
tient can encounter as a result (6, 7). Unnecessary or 
excessive use of sedating drugs in elders frequently 
leads to daytime sedation, lethargy, delirium, and atax- 
ia, with resulting falls and fractures. As an example, 
long-term use of 30 mg/day of flurazepam in a nursing 
home setting resulted in 20% of the patients becoming 
ataxic and developing hallucinations (8). In another 
study, use of long half-life benzodiazepine hypnotics 
increased the risk of hip fracture among elderly pa- 
tients (9). Judicious use of sedative-hypnotics in the 
elderly thus requires an understanding of drug metab- 
olism in the aged, as well as knowledge of the differ- 
ential diagnosis of disturbed sleep. In addition, the cli- 
nician should be familiar with the changes in sleep 
patterns and sleep architecture that are seen in the 
healthy elderly person. 


CHANGES IN SLEEP WITH AGING 


Symptoms of poor sleep with resulting daytime fa- 
tigue (insomnia) occur frequently in the elderly (1, 10, 
11). Aging itself is associated with a decrease in the 
quality or quantity of sleep. However, the requirement 
for sleep may not decrease with age, just the circadian 
distribution of sleep (1). Sleep latency (the time it takes 
to fall asleep) does not change substantially with age. 
The number of awakenings increases with age and may 
be a better predictor of subjective dissatisfaction with 
sleep than the total amount of sleep reported per night. 
Symptoms from medical illnesses cause a high number 
of awakenings in older patients (12). The duration of 
awakenings increases with age even for normal control 
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subjects, but it does so at a greater rate among elderly 
insomniacs (13). 

The amplitude of delta wave or “deep” sleep (stages 
3 and 4) decreases with age (14). By the seventh dec- 
ade, some men have completely lost delta wave sleep 
(15). These changes are less pronounced in women, 
some of whom have a virtual preservation of their 
sleep architecture of earlier years (14). REM sleep de- 
creases in total duration as a function of the decreasing 
total sleep time, but the percentage of REM sleep is 
only slightly decreased (16). In addition, REM sleep is 
often interrupted by spindles that are characteristic of 
stage 2 sleep (14). The decline in the proportion of 
REM sleep with aging tends to relate to the level of 
intellectual decline and correlates positively with the 
presence of organic mental syndrome and decreased 
cerebral blood flow and alpha activity (1, 17). On 
polysomnography, one can note the decrease in integ- 
rity and amplitude of sleep spindles with aging. 
Growth hormone, which promotes protein synthesis, 
is released during slow wave sleep, and the progressive 
decrement in slow wave sleep with aging is associated 
with a progressive decrease of HGH release (18). Se- 
cretion of the pineal hormone melatonin, which is se- 
creted more at night and is associated with sleepiness, 
also declines with age (19). The biological implications 
of these age-related changes in sleep are not clear, but 
prolonged total sleep loss in animals is associated with 
degenerative changes in neurons and with death (20). 

MMPI results demonstrate that younger insomniacs 
differ from older insomniacs with regard to their un- 
derstanding of the origins of their sleep disturbances. 
Younger patients tend to see anxiety and depression as 
causing their sleep disturbance. Older patients tend to 
focus on somatic, not psychological, causes (21). Noc- 
turnal sleep efficiency, the percentage of time in bed 
actually asleep, probably decreases with age (1), but 
total daily sleep requirement probably changes little. 


DIFFERENTIAL DIAGNOSIS AND TREATMENT OF 
SLEEP DISORDERS IN THE ELDERLY 


In older individuals, insomnia is usually secondary 
in nature and arises as an aspect or complication of 
psychiatric, medical, or pharmacologic events (22—26) 
(appendix 1); environmental events may also play a 
role. Therefore, the physician should evaluate the pa- 
tient’s history in each of these areas. One should note 
the timing of onset and duration of the symptoms and 
look for correlations with the patient’s medical and 
emotional experiences. A number of elderly patients 
may report that they “toss and turn all night and do 
not sleep at all” and request a nightly sedative-hyp- 
notic. Are they excessively sleepy during the day, and 
does this cause some functional impairment? Does 
their bed partner confirm their perceptions? If not, ed- 
ucation and other nonpharmacologic interventions are 
recommended instead of a hypnotic. One might inform 
such patients that it may be normal for them to need 
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less sleep and to sleep more lightly than when they 
were younger. With aging, the biphasic pattern of 
nighttime sleep and daytime wakefulness often breaks 
down, and a more polyphasic alteration of sleep and 
wakefulness throughout the day and night (as is nor- 
mal for an infant) may be anticipated for many elders 
(27). 

In a case with symptoms lasting months or years, the 
possible complexity of etiology greatly increases. The 
lack of identifiable cause after routine medical and psy- 
chiatric screening is an indication for referral of the 
patient to a sleep disorder center. Evaluation at a sleep 
disorder center allows the detection of potential phys- 
ical disruptions of sleep, such as sleep apnea, of which 
the patient is usually not aware. At such a center, a 
thorough history relating to factors that may disrupt 
sleep is obtained. Overnight observation, EEG, and 
electromyography are available. Evidence of intermit- 
tent airway obstruction can be detected, and measure- 
ments of respiratory frequency and effort and blood 
oxygenation are also conducted. Other measures com- 
monly performed include the electro-oculogram and 
measurement of nocturnal penile tumescence. 

The elderly have the highest prevalence of medical 
and surgical illnesses and hospitalizations. For several 
days after surgery, there is often a suppression of REM 
sleep, slow wave sleep is decreased, and the usual 
rhythmicity of the person’s sleep is lost (28). If pain 
causes the sleep disturbance, adequate analgesia 
should be attained before a sedative-hypnotic is pre- 
scribed. In addition, prolonged bed rest with napping, 
such as often occurs during hospitalization or in nurs- 
ing homes, may lead to sleep disturbance by disrupting 
circadian rhythms (29). 

Seriously fragmented sleep is frequently a symptom 
of delirium in the elderly (30). Delirium is an especially 
ominous syndrome, since patients who are delirious on 
admission to the hospital or who become delirious 
while in the hospital are at a markedly higher risk of 
dying while there (31). Patients who have even a mild 
subclinical dementia are at a much higher risk for the 
development of a delirium under any type of stressful 
physiologic or psychologic conditions. Many disorders 
may cause delirium in elderly patients through such 
mechanisms as intoxication or withdrawal from alco- 
hol or other drugs, hypoxemia, hypoglycemia, and vol- 
ume depletion. Diminished acetylcholine synthesis, 
possibly associated with Alzheimer’s disease, and other 
neurologic conditions may adversely affect the sleep- 
wake cycle and make the older patient susceptible to 
delirium (32). A necessary displacement to a strange 
and alien environment such as a hospital, nursing 
home, or other institution may precipitate delirium in 
susceptible patients. The routine prescription of a hyp- 
notic drug may precipitate or worsen a delirium. The 
sleep disturbance associated with delirium should not 
be treated with any drug, although severe agitation 
from delirium may require small doses of a neurolep- 
tic. 

Although there are no sleep complaints pathogno- 
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monic of depression, for patients of all ages with a 
major depressive episode, the sleep latency period is 
shorter and the first REM period often begins earlier 
(33). The reduction in REM sleep latency may be more 
significant among the depressed elderly (34). Older de- 
pressed patients in general have lighter, shorter, and 
more fragmented sleep than younger depressed pa- 
tients (35). Depressed elderly patients also have a pro- 
longed first REM sleep period, more first REM period 
density, more REM intensity overall, more REM per- 
centage, and poorer sleep maintenance when com- 
pared to normal elders (35, 36). After beginning anti- 
depressant treatment, young and elderly depressed 
patients likely to have a good therapeutic response of- 
ten have a subsequent lengthening in the time for the 
onset of their first REM period. — 

Hypersomnia can be a biological manifestation of 
bipolar depression and seasonal affective disorder. It 
also may be a psychological defensive effort by the 
patient to escape the painful feelings associated with 
depression or other stresses. Further history of the pa- 
tient from a relative or close friend may reveal specific 
losses or stresses. With adequate treatment of the de- 
pression, the associated sleep disorder often improves 
along with other depressive symptoms. A relatively se- 
dating antidepressant, such as amitriptyline or doxe- 
pin, need not be the drug of choice for depressed pa- 
tients with insomnia. In fact, a sedating antidepressant 
may lead to daytime lethargy as the dose is increased to 
reach the maximally effective antidepressant level. For 
this reason, relatively nonsedating antidepressants, 
such as desipramine or nortriptyline, are usually the 
agents of choice for the elderly. A sedative-hypnotic 
may be needed for a few weeks while the antidepres- 
sant is being gradually increased to the most effective 
daily dose. 

Grief and mourning should always be considered in 
geriatric patients suffering sleep disturbances. Loss due 
to illness or the death of a spouse, child, colleague, or 
friend is a repeated experience for most elderly per- 
sons, and with a normal mourning period lasting at 
least several months, grief can be an almost constant 
companion of the elderly. While many persons are able 
to cope with the associated stress, during acute grief 
episodes, sleep is usually disturbed. As an intervention, 
reassurance can in itself be very helpful, but prolonged 
grief with a sleep disorder warrants at least a short- 
term trial of a sedative, or an antidepressant and psy- 
chotherapy if depressive symptoms and psychological 
conflicts seem pronounced. Some grieving patients 
may derive great henefit from an antidepressant; this 
may be because of the similarity between the physio- 
logic responses to loss and the physiologic accompa- 
niments of depressive disorders (37). 

Primary sleep disturbances, which are less common 
in the elderly than the secondary disturbances dis- 
cussed earlier, usually present as excessive daytime 
somnolence but can present as insomnia. The chief 
causes of marked daytime sleepiness are sleep apnea 
(the most common cause), narcolepsy, and nocturnal 
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myoclonus. Sleep apnea should be suspected in all pa- 
tients with hypersomnolence, daytime sleepiness, rest- 
less sleep, and excessive snoring. The latter occurs dur- 
ing the periods of partial closure of the upper airway 
(38, 39). Sleep apnea has been strongly linked to the 
development of cardiovascular disorders such as hy- 
pertension, stroke, and coronary artery disease, which 
are the major causes of death in the western world (1). 
The snoring of sleep apnea is characterized by increas- 
ingly loud inspiratory snoring over a period of about 1 
minute, culminating in loud snoring gasps (39). After 
age sixty, 60% of men and 40% of women snore (40). 
Although the exact frequency with which sleep apnea 
occurs is in question (39), this condition is more prev- 
alent in obese men and the elderly, and about 35% of 
patients over age 60 have sleep apnea (41). The apnea 
may be obstructive (sleep-associated periodic obstruc- 
tion of the upper airway by soft palatal tissue) or cen- 
tral (sleep-associated periodic cessation of respiratory 
drive). Patients with central sleep apnea are more likely 
to present with insomnia, rather than hypersomnia. In 
addition, they are often not overweight and may not 
snore. Mixtures of the two types are common. One 
may have to elicit the history of snoring from the pa- 
tient’s bed partner or from someone who sleeps near 
the patient’s bedroom, since the patient as a rule does 
not realize that he or she snores or is having periods of 
apnea. A long-playing tape recorder may be used at the 
bedside to detect snoring or gasps in breathing for 
those who do not sleep near anyone; this procedure 
can be used to gather data supportive of a referral to a 
sleep disorders clinic. Because of the serious morbidity 
associated with sleep apnea, a sleep center evaluation 
is recommended for elderly patients who are known to 
snore excessively and who complain of interrupted 
sleep and daytime somnolence. 

Other than excessive somnolence, potential sequelae 
of sleep apnea include poor cognitive functioning, car- 
diac arrhythmias, recurrent hypoxemia, systemic and 
pulmonary hypertension, failure of the right ventricle, 
and erectile dysfunction (42%. Psychiatric disorders 
such as dementia, with its high risk for delirium, and 
psychiatric symptoms such as hallucinations and de- 
pressed mood may also result (43). Among a group of 
men with sleep apnea, 20% met diagnostic criteria for 
depression and 16% for alcohol abuse (44). A signif- 
icant association also has been found between Alzhei- 
mer’s type dementia and sleep apnea in women: the 
severity of the dementia correlates with the severity of 
the apnea (45). 

It is very important to rule out sleep apnea as a cause 
of daytime somnolence because the usual dose of a 
sedative-hypnotic may be fatal for such patients. The 
frequency and duration of nocturnal apnea may be 
significantly increased by alcohol or benzodiazepines; 
however, haloperidol and other neuroleptics do not 
worsen sleep apnea (46, 47). Nocturnal oxygen or a 
tricyclic antidepressant can be useful for central ap- 
neas. Protriptyline has been touted as more effective 
for central sleep apneas than other antidepressants, but 
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there is no evidence from human studies that this is the 
case. A diaphragmatic pacemaker may be necessary in 
treatment-resistant cases (48). Soft palate surgery for 
the treatment of obstructive sleep apnea is under in- 
vestigation; it can reduce the number of apneas per 
night (49). In less severe cases of obstructive apnea, 
weight loss, sleeping on one’s side, and tongue-re- 
taining devices can be useful. Tracheostomy is more 
effective treatment for serious obstructive sleep apnea 
but may not be an acceptable alternative to the patient 
(50). Continuous positive airway pressure can be effec- 
tive and is often more acceptable to patients. 

Narcolepsy usually presents with sleep attacks and 
excessive daytime somnolence. Episodes of cataplexy 
may follow the onset of excessive sleepiness by 2 to 5 
years. The onset of narcolepsy in the elderly is rare, as 
it usually begins in the teen or early adult years, but it 
often persists into the geriatric years. Only sympto- 
matic treatment is now available. Stimulants are used 
for the daytime somnolence, and cataplexy is treated 
with tricyclic antidepressants. Patients suspected of 
having narcolepsy should be referred to a sleep disor- 
ders clinic or to a physician having special expertise in 
sleep disorders. 

Nocturnal myoclonus is a disorder characterized by 
repetitive, stereotypic leg movements during. sleep. 
Lengthy and vigorous periods of myoclonus can cause 
insomnia, and there is possibly a correlation between 
the absolute number and intensity of the leg move- 
ments and the severity of the insomnia. The prevalence 
of nocturnal myoclonus increases with age; among eld- 
erly patients with insomnia, 16%—33% may have the 
disorder (1). There is no specific pharmacologic treat- 
ment for nocturnal myoclonus; a benzodiazepine is 
generally prescribed for symptomatic relief. Among 
those used are diazepam, clorazepate, and clonazepam. 

Disturbances of the usual circadian rhythm occur 
more frequently with aging. This may be due to bio- 
logical rhythm changes of endogenous circadian 
(about 24-hour) or ultradian (less than 24-hour) oscil- 
lators, which lead to nocturnal awakenings, frag- 
mented sleep, and the need for daily naps (51). Al- 
though rare in the elderly, some may develop a delayed 
sleep phase syndrome (51), with a continual lack of 
synchrony between their intrinsic daily sleep rhythm 
and the earth’s 24-hour rotational cycle. The cause of 
delayed sleep phase syndrome is not known; it may be 
due to an intrinsic rhythm longer than the average of 
24.7 hours, or it may be due to deficient phase advance 
capabilities, with a grossly asymmetric phase response 
curve (51). Symptoms of delayed sleep phase syndrome 
include a persistent morning sleepiness and inability to 
fall asleep at a desired clock time when the individual 
tries to meet a strict work or study schedule. Relief of 
the syndrome’s symptoms occurs when the patient fol- 
lows his or her own rhythm by going to bed and aris- 
ing | or 2 hours later than on the previous night. The 
effects of morning phototherapy on delayed sleep 
phase syndrome are also being studied. In the presence 
of the delayed sleep phase syndrome, reassurance that 
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this is a biologic variant and not an intrinsically patho- 
logic state can be helpful. Advanced sleep phase syn- 
drome is more common in the elderly and is a frequent 
cause of complaints of excessive sleepiness in the early 
evening and of early morning arousal. It is an exagger- 
ation of the normal circadian phase advance seen as a 
consequence of aging. It, too, can be treated with chron- 
otherapy: either gradual phase advance to desired 
sleep time or chronobiologically active light in the eve- 
ning to delay the circadian pacemaker (52, 53). Fi- 
nally, disorganized type of sleep-wake schedule disor- 
der (DSM-III-R) may be common in elderly people in 
environments that are deficient in natural lighting or 
circadian time cues, such as intensive care units or 
long-term care institutions. 


PRESCRIBING SEDATIVE-HYPNOTICS FOR THE 
ELDERLY 


If a sedative-hypnotic medication is chronically need- 
ed to maintain adequate sleep, the physician should 
regularly reevaluate the initial diagnosis, reconsidering 
such possibilities as occult depression, anxiety, and 
one of the primary sleep disorders mentioned earlier. 
Nonpharmacologic approaches (appendix 2) to im- 
prove sleep should be attempted before prescribing a 
sedative-hypnotic or in conjunction with use of a 
short-term hypnotic. Changing sleep hygiene and life- 
style habits near bedtime can often decrease or elimi- 
nate the need for a hypnotic after several weeks. Even 
if a specific disorder is found to “explain” the sleep 
disturbance, the physician should keep in mind that 
many factors, especially in elderly patients, may con- 
currently contribute to the symptom of altered sleep. 
Therefore, multiple, simultaneous diagnostic approach- 
es are needed for a comprehensive evaluation, and 
multiple treatment strategies may be more effective 
than any single approach (54). The goal of treatment is 
not uninterrupted sleep but improved daytime func- 
tioning. Sedative hypnotics should not be routinely 
prescribed in the elderly. Short-term administration 
should be guided by the following principles. 

With elderly patients, the clinician should begin 
therapy with a hypnotic drug at a dose lower than that 
recommended for younger patients, titrate the dose 
slowly upward as needed, and watch closely for evi- 
dence of efficacy and side effects. The elderly should 
receive the smallest effective dose for the shortest pe- 
riod of time possible; and there should be at least 
monthly reassessment of need and dose (55). Excessive 
daytime sedation developing over the days and weeks 
after initiation of the hypnotic or an increase in dose 
may be the earliest clue that the dose is too high or the 
schedule of administration too frequent. Hypnotics 
should seldom, if ever, be increased above the recom- 
mended dose range in the elderly as part of a clinical 
trial. In addition, hypnotics should not be prescribed 
routinely in any situation, including hospitalization, 
until the patient has demonstrated a sleep disorder and 
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received a thorough evaluation for it (56). Explaining 
to the hospitalized elderly patient that it is understand- 
able that he or she has restless sleep in the hospital and 
encouraging the patient to attend to sleep hygiene are 
safer than routinely writing a standing order for hyp- 
notics (see appendix 2). 


Benzodiazepines 


The benzodiazepines recently have received a great 
deal of adverse publicity, but the experience of the vast 
majority of clinicians testifies to their tremendous gen- 
eral safety and efficacy as anxiolytics and sedative-hyp- 
notics (57, 58). They are now much preferred to the 
hypnotics of earlier times, such as barbiturates, anti- 
histamines, ethchlorvynol, glutethimide, and metha- 
qualone, and generally have a much safer therapeutic- 
to-toxic ratio; therefore, these last five agents should 
not be used as sedative-hypnotics. However, the phy- 
sician should remember to educate patients that ben- 
zodiazepines in combination with alcohol or other 
CNS depressants can be a potentially lethal mixture. 
Especially in elderly patients with neurologic, cardiac, 
hepatic, or renal disease, one should weigh the possible 
risks associated with delayed elimination of benzodi- 
azepines. Even the healthy geriatric patient should be 
cautioned about the potential of these drugs, even at 
recommended doses, for causing motor and sensory 
impairment in the operation of machinery (e.g., auto- 
mobiles) and in climbing stairs or ladders and for 
decreasing general energy level, libido, and sexual 
performance (59, 60). 

In spite of some claims to the contrary, all of the 
benzodiazepines are qualitatively similar in their phar- 
macologic action, and whether a given benzodiazepine 
is promoted as an anxiolytic, a muscle relaxant, or a 
sedative-hypnotic is sometimes based primarily on the 
marketing strategy rather than on any real differences 
among the drugs. There are, however, quantitative dif- 
ferences in the drugs in terms of potency and pharma- 
cokinetics. The pharmacokinetic differences among the 
benzodiazepines revolve around their relative lipid sol- 
ubility and variations in their metabolism. 

Lipid solubility. Lipid solubility affects the rate of 
absorption of a compound from the intestine as well as 
its distribution into tissues and across the blood-brain 
barrier. Although all benzodiazepines are lipophilic, 
the variation in lipid solubility among the different 
benzodiazepines exceeds fiftyfold (61). In general, very 
lipid-soluble drugs, such as diazepam, are rapidly ab- 
sorbed and delivered to well-perfused organs, includ- 
ing the brain. Such drugs are then rapidly redistributed 
from the well-perfused organs to less well-perfused tis- 
sues, such as muscle and fat. Diazepam, therefore, has 
a rapid onset of action when given orally, and the 
duration of biologic activity of a single dose is brief 
due to the redistribution out of the brain, even though 
the elimination of diazepam and its active metabolite 
from the body is relatively slow. In contrast to diaze- 
pam, less lipid-soluble benzodiazepines are absorbed 


Am J Psychiatry 145:11, November 1988 


MORAN, THOMPSON, AND NIES 


FIGURE 1. Metabolic Pathways of Commonly Used Benzodi- 
azepines 
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more slowly from the gut and are less rapidly redis- 
tributed from the brain and other well-perfused organs 
to the peripheral tissues. For this reason, the onset of 
action of these less lipid-soluble compounds, of which 
lorazepam and temazepam are examples, is delayed for 
45 to 90 minutes when the drug is given orally, and the 
duration of biologic activity after a single dose is de- 
termined mainly by the drug’s elimination from the 
body rather than by redistribution of the drug out of 
the brain. 

Lipid solubility also affects the extent of distribution 
of drug into the tissues. The highly lipid-soluble ben- 
zodiazepines have larger “apparent volumes of distri- 
bution” than less lipid-soluble drugs, indicating that 
more of the drug is in the tissues and less in the blood. 
With aging, the body composition often changes so 
that there is relatively more lipid, and thus the elderly 
tend to have larger volumes of distribution of the very 
lipid-soluble benzodiazepines than do younger pa- 
tients. Since the half-life of any drug is determined by 
the extent of distribution into the tissues as well as the 
clearance of the drug from the blood, elderly patients 
who have a larger volume of distribution for a drug 
also will have a longer drug half-life, even if there is no 
effect of aging on drug clearance (metabolism). 

Metabolism. The efficiency of hepatic drug metab- 
olism, the pathway of metabolism, and the extent of 
formation of active metabolites are important determi- 
nants of the effects of aging on the pharmacokinetics of 
benzodiazepines. Most of the benzodiazepines are me- 
tabolized by microsomal P-450 oxidative processes (al- 
iphatic hydroxylation and N-dealkylation), and all are 
conjugated with glucuronic acid (figure 1). Glucuro- 
nide conjugation is the major inactivation pathway for 
the benzodiazepines. Since conjugation does not ap- 
pear to be affected by aging, the inactivation of the 
three drugs that are conjugated directly (lorazepam, 
temazepam, and oxazepam) is fundamentally un- 
changed in the elderly (62—66). Since these three drugs 
are also relatively less lipid soluble than diazepam, 
their distribution into tissues is largely unaffected by 
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TABLE 1. Benzodiazepines Frequently Used as Sedative-Hypnot- 
ics in the Elderly 








Half-Life Rate of Ab- Usual 
Primary of Drug or sorption to Dose for 
FDA- Active Reach the 
Approved Metabolite Effective Elderly 
Drug Use (hr) Serum Level (mg/h.s.) 
Long half-life 
Chlordiaze- 
poxide Anxiolytic 10—30 Intermediate 5 
(about 1 
hr) 
Clorazepate Anxiolytic 30-200 Rapid 7.5 
(within 
30 min) 
Diazepam Anxiolytic 20-100 Very rapid 2 
(about 15 
min) 
Flurazepam Sedative- 50-200 Rapid to 15 
hypnotic inter- 
mediate 
(30 min— 
1 hr) 
Prazepam Anxiolytic 30-200 Slow (over 10 
2 hr) 


Short half-life 


Alprazolam Anxiolytic 12-20 Intermediate 0.25—1.0 


(1-2 hr) 
Lorazepam Anxiolytic 12—20 Intermediate 0.5-2.0 
Oxazepam Anxiolytic 5-15 Intermediate 10 
to slow 
Temazepam Sedative- 8—10 Intermediate 15 
hypnotic 
Triazolam Sedative- 25 Rapid to 0.125- 
hypnotic inter- 0.25 
mediate 





the changes in body composition in the elderly. There- 
fore, lorazepam, temazepam, and oxazepam have half- 
lives that are basically the same in young and old pa- 
tients and tend to be relatively short (5—20 hours) 
(table 1). Temazepam may have a somewhat longer 
elimination half-life and reduced clearance in elderly 
women compared to elderly men and younger patients 
(67), although no clinical effects of this observation 
have been demonstrated. 

The situation with benzodiazepines metabolized by 
oxidation is much more complicated. In general, the 
metabolic products of oxidation of the benzodiaze- 
pines retain activity. As can be seen in figure 1, several 
of the benzodiazepines are metabolized to desmethyl- 
diazepam. This active metabolite has a relatively long 
half-life of about 50 hours, that is further prolonged in 
the elderly to about 150 hours, primarily due to an 
age-related fall in the clearance of desmethyldiazepam 
(68). Desmethyldiazepam accounts for all of the activ- 
ity of clorazepate and prazepam, which can be thought 
of as pro-drugs for that active metabolite (68). Hala- 
zepam has some activity but is also rapidly converted 
to desmethyldiazepam, which accounts for much of 
the efficacy of halazepam. Diazepam and chlordiaz- 
epoxide have their own activity, and the half-life of 
disappearance of these parent compounds and appear- 
ance of desmethyldiazepam is prolonged in the elderly 
(63, 69-72). Flurazepam is similarly metabolized to an 
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active metabolite, desalkylflurazepam. Flurazepam has 
a very short half-life, and the major activity is due to 
the active metabolite, which has a half-life averaging 
65 hours in the young and 100 to 200 hours in the 
elderly (73). Thus, the long half-life benzodiazepines 
are so named because they form active metabolites that 
have long half-lives. 

In contrast to the long half-life benzodiazepines, al- 
prazolam and triazolam are oxidatively metabolized to 
short-lived products that are quickly inactivated by 
glucuronidation (74). The duration of action is regu- 
lated by the half-life of the parent compound (table 1). 
Although aging can reduce the clearance of alprazolam 
and triazolam to some extent, their volume of distri- 
bution is relatively unaffected, and so the effect of ag- 
ing on their half-life is not as great as on that of the 
more lipid-soluble, longer half-life drugs (75, 76). 

Accumulation. The determinant of drug accumula- 
tion with repeated dosing is the relationship of dosing 
frequency to the half-life of the drug or active metab- 
olite. For the short half-life benzodiazepines, there will 
be little accumulation, even if the drugs are given every 
night for sleep. Steady state will have been reached and 
accumulation completed within a few days (three to 
five half-lives), even in the elderly patient. In contrast, 
the long half-life benzodiazepines will show gradual 
accumulation, particularly of their long half-life me- 
tabolites. As mentioned previously, flurazepam pro- 
duces the metabolite desalkylflurazepam, which may 
have a half-life averaging 150 hours in older patients. 
If flurazepam is administered nightly, accumulation 
will continue for a period of 3 or 4 weeks because it 
takes that long for steady state to be reached. In addi- 
tion, when the long half-life benzodiazepines are dis- 
continued after prolonged daily administration, a 
lengthy period of time will be required to eliminate 
active metabolites, and the drug effects will thus be 
persistent. 

Specific drugs. Any of the benzodiazepines can be 
used as sedative-hypnotics in the elderly, providing the 
appropriate adjustments are made in dose and dosage 
schedule. However, the elderly are a pharmacokineti- 
cally less homogeneous group than the young, and 
thus logic would dictate that the preferable drug would 
be one that is relatively unaffected by aging and would 
not accumulate upon repeated administration as a 
sleeping pill. Therefore, the short half-life benzodiaze- 
pines (see table 1) are the best choice for the elderly 
(55). The half-life and duration of major effect of te- 
mazepam are 8 to 10 hours, which corresponds to the 
usually desired duration of clinical action of a drug as 
a sleeping pill (75). Since temazepam takes 1 or more 
hours after administration to reach peak serum levels, 
it should be taken 1 to 2 hours before the patient de- 
sires to go to sleep. Temazepam is also present at a 
clinically effective level during the second half of the 
night but is largely eliminated by the next morning, so 
daytime drowsiness is avoided. 

Although they are not specifically designated as hyp- 
notics, other short half-life benzodiazepines, such as 
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lorazepam and oxazepam, are also effective and rela- 
tively safe as sedative-hypnotics in the elderly. As with 
temazepam, these drugs should be taken at least 1 hour 
before the desired time for sleep because of absorption 
and distribution delays. The patient should be instruct- 
ed to use this hour or so before sleep for nonpharma- 
cologic measures aimed at relaxation (appendix 2). 

Triazolam requires about 1.5 hours to reach peak 
serum levels. However, it has a half-life of only 2.5 
hours, so it is indicated primarily for those patients 
who only have difficulty falling asleep (74—76). For 
those who have early morning awakening or sleep con- 
tinuity disturbances during the second half of the 
night, which are the most common sleep complaints of 
elderly patients, triazolam is likely to be less effective 
than somewhat longer-acting agents. Triazolam also 
has a narrow therapeutic range; overdosage, as mani- 
fested by excessive sedation, delirium, or other symp- 
toms of CNS depression, may occur, especially in the 
elderly, at a dose of 2 mg, which is only four to eight 
times the recommended dose. Since this short half-life 
benzodiazepine may also cause anterograde amnesia, 
the patient may awaken a few hours after having taken 
the medication and repeat the dose because he or she 
does not remember taking it the first time. Paradoxical 
reactions, including insomnia and nightmares, may oc- 
cur more frequently with triazolam than with other 
benzodiazepine sedatives. Triazolam has also been re- 
ported to cause “cluster syndrome,” which consists of 
symptoms of depersonalization and derealization, se- 
vere restlessness and anxiety, suicidal ideation, and 
sensory distortions (77). Therefore, doses not exceed- 
ing 0.25 mg and brief treatment periods are recom- 
mended if triazolam is prescribed. 

Of the long half-life benzodiazepines, flurazepam is 
the most commonly prescribed for sleep. Flurazepam is 
an effective hypnotic, is absorbed readily, and has a 
rapid onset of action due to prompt conversion to its 
active metabolites. However, flurazepam is a poor 
choice for use in the elderly individual who requires 
more than the occasional use of a sleeping pill. The 
usually recommended adult dose of 30 mg per night is 
too high for almost all elderly or debilitated persons, 
and problems such as falls may result (78, 79). Al- 
though it does not increase the number of sleep apnea 
episodes, 30 mg of flurazepam has been found to in- 
crease the duration of these episodes in susceptible in- 
dividuals, sometimes to alarming degrees—up to 3 to 5 
minutes each (1). In doses of 15 mg, and with occa- 
sional use, such as every few weeks, flurazepam may be 
generally safe and effective in the elderly. However, 
with repeated daily use of flurazepam, the active me- 
tabolite will accumulate significantly and often reach 
toxic levels (73). Although patients develop some de- 
gree of tolerance to the continued presence of the long 
half-life benzodiazepines and their active metabolites 
(80, 81), such tolerance is less in the elderly than in the 
young, and persistent daytime sedation or impairment 
in cognitive and psychomotor function is a frequent 
side effect of these medications in the elderly (78, 82, 
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83). Diazepam is occasionally prescribed as a hypnotic 
in the elderly, but it should be avoided because it may 
cause an unpleasant “buzz,” dizziness, and paradoxi- 
cal excitation due to its rapid absorption. 

Abrupt discontinuation of ongoing therapy with 
benzodiazepines can result in a withdrawal syndrome 
that is usually mild but may be more problematic in 
the elderly. However, the withdrawal symptoms are 
likely to occur more rapidly and to be more severe 
after abrupt cessation of short half-life than of long 
half-life benzodiazepines. For this reason, discontinua- 
tion of chronic therapy with short half-life benzodiaz- 
epines should involve a gradual tapering of dose over 
several days (84-86). Because long half-life benzodi- 
azepines are only gradually eliminated from the accu- 
mulated body stores after chronic therapy, tapering is 
less necessary when they are discontinued (87, 88). In 
spite of this, there have been reports of withdrawal 
syndromes after abrupt discontinuation of therapeutic 
doses of flurazepam (89); this also may occur with 
other long half-life benzodiazepines, so tapering is rec- 
ommended for these agents as well. 


Other Drugs for Sleep 


Although frequently used to facilitate sleep, alcohol 
is a relatively poor sedative-hypnotic. Alcohol sup- 
presses REM sleep, may deepen sleep for the first few 
hours, but then often disrupts sleep later in the night. 
Since alcohol is eliminated in a few hours, a REM 
rebound may occur on the same night that alcohol is 


used (90). This may be similar to the rebound insom- 


nia that may occur during the second half of the night 
in some patients taking triazolam, which has a half-life 


_of only a few hours. 


Even though much safer drugs exist, barbiturates are 
still used by the elderly to facilitate sleep more than by 
any other age group, chiefly because of the repeated 
renewal of prescriptions begun years ago. Drawbacks 
to the use of barbiturates as hypnotics include induc- 
tion of hepatic microsomal enzymes, with resultant al- 
teration in metabolism of many drugs, and insomnia 
and nightmares due to REM rebound after decreasing 
or stopping the medication (91, 92). Barbiturates, due 
to their greater potential for respiratory depression, 
have a relatively dangerous therapeutic index and 
should not be used as sedative-hypnotics. 

Antihistamines are the active agent in most of the 
currently available over-the-counter sedative-hypnot- 
ics. Some physicians prefer to prescribe, and some pa- 
tients prefer to take, antihistamine sedative-hypnotics 
because they are not “psychiatric” drugs. Education 
should address this bias because short half-life benzo- 
diazepines are more effective for insomnia and have 
fewer side effect risks than antihistamines; indeed, 
over-the-counter hypnotics are frequently used in sui- 
cide attempts by the elderly (93). While generally safe, - 
antihistamine sedatives may put the geriatric patient at 
risk for delirium, even if the drug is used “as directed,” 
since over-the-counter administration instructions usu- 
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ally omit special dosing recommendations for the eld- 
erly. In addition, unless physicians specifically ask, 
they may not be aware that a patient is taking over- 
the-counter medications. In this context, the prescrib- 
ing of some additional medications, such as CNS de- 
pressants, can result in adverse interactions. 

L-Tryptophan, an essential amino acid and a precur- 
sor of the neurotransmitter serotonin, is sometimes 
recommended as a hypnotic (94) and is marketed as a 
“natural” sleeping medication. Recommended dose, 
side effects, and degree of efficacy determined by its 
role as a placebo have not been definitely determined 
(95). A dose as low as 1 to 4 g/day may shorten sleep 
latency, although it may take several weeks for this 
effect to occur. Patients may not need to purchase tryp- 
tophan in tablet form because the previously men- 
tioned dose can be obtained by drinking a glass of 
milk; that is, for some patients the “warm glass of milk 
at bedtime” may function as more than placebo. Tryp- 
tophan does not usually distort the stages of sleep or 
cause other side effects below doses of 10 to 15 g/day 
(94). Since it has caused hepatotoxicity in some labo- 
ratory animals, some clinicians are reluctant to pre- 
scribe the drug until there are more thorough human 
studies. Tryptophan is also relatively expensive; there- 
fore, for the previously discussed reasons, it is not cur- 
rently recommended as an initial hypnotic for the 
elderly, except possibly in the form of a warm glass of 
milk. 

Chloral hydrate is probably underused as a hypnotic 
for elders who do not require other medications. With 
proper dose adjustments, there is usually little chance 
of delirium, habituation is infrequent, and the sleep 
cycle architecture is generally not adversely affected. 
However, one study (96) reported confusion and hal- 
lucinations in a large percentage of nursing home pa- 
tients who used chloral hydrate. One of its chief 
metabolites displaces acidic drugs, such as warfarin 
and phenytoin, from their binding sites on serum and 
tissue proteins, which may cause a sudden increase in 
the unbound fraction of drug, such as the previously 
mentioned anticoagulant or anticonvulsant. Such fluc- 
tuations can produce side effects and increased toxicity 
to the displaced drug or simply make steady-state reg- 
ulation of the displaced drug difficult. Chloral hydrate 
can also induce hepatic microsomal activity. Its LD 5, is 
relatively low and makes the risk of suicide with this 
drug greater than with a benzodiazepine. Therefore, 
for elderly patients who are taking medications that 
are likely to be affected by chloral hydrate, it is not 
recommended as the hypnotic of choice. 


CONCLUSIONS 


Sleep disorders are among the complaints elderly pa- 
tients most frequently bring to the physician. The 
proper evaluation and treatment of sleep disorders in 
geriatric patients demand consideration of many diag- 
noses, an understanding of pharmacokinetic changes 
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associated with aging, and familiarity with the phar- 
macology of hypnotic agents in the elderly. Because of 
the frequent association of sleep disorders and medical 
or surgical illnesses and hospitalizations, especially in 
elderly patients, a clear and judicious therapeutic ap- 
proach is required to avoid or minimize hazardous side 
effects to hypnotic medications. Evaluation by a sleep 
disorders clinic is recommended for elderly patients 
with persistent severe sleep complaints who do not 
respond to standard nonpharmacologic approaches or 
to standard sedative-hypnotics. 
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APPENDIX 1. Some Common Causes of Sleep Disorders in the 
Elderly 


1. Medical: nocturnal myoclonus, restless legs syndrome, 
or muscle spasms; sleep apnea and other diseases associated 
with respiratory impairment (chronic obstructive lung dis- 
ease, asthma); hypo- or hyperthyroidism; peptic ulcer dis- 
ease; diabetes mellitus; and insomnia or hypersomnia related 
to known organic factor (pain, pruritus, or other physical 
discomfort; coronary heart disease, nocturnal angina, or 
dyspnea; and covert dysrhythmia). 
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2. Pharmacologic: caffeine or theophylline, ampheta- 
mines, nicotine, alcohol intoxication or withdrawal, chronic 
sedative-hypnotic use (benzodiazepines, barbiturates, or oth- 
ers—tolerance or withdrawal), propranolol or other beta 
adrenergic blockers, methyldopa, steroids (corticosteroids, 
estrogens), anticholinergic medications, cimetidine or raniti- 
dine, thyroid preparations, anticonvulsants (phenytoin), 
monoamine oxidase inhibitors, and cancer chemotherapeutic 
agents. 

3. Psychiatric: anxiety, depressive syndromes, delirium or 
dementia, psychoses (schizophrenia, mania), obsessional dis- 
orders characterized by ruminations, and acute situational 
reaction (grief, mourning). 

4. Dyssomnias: insomnia disorders (insomnia related to 
another mental disorder, primary insomnia), hypersomnia 
disorders (narcolepsy, hypersomnia related to another men- 
tal disorder, primary hypersomnia), and sleep-wake schedule 
disorder (advanced type, delayed type, disorganized type). 


APPENDIX 2. Nonpharmacologic Aids to Sleep: An Approach to 
Sleep Hygiene 


1. Try to arise from bed and go to bed at about the same 
time each day. Avoid naps as much as possible. Work that 
involves rotating shifts or travel with jet lag can worsen a 
sleep disorder. 

2. Do not go to bed too early in an attempt to catch up on 
lost sleep. Moderate restriction of sleep may promote sleep 
of better quality. 

3. Maintain the bedroom at a comfortable temperature 
and use it primarily for sleeping; it will thereby come to be 
known as a quiet place, unassociated with eating, family 
gatherings, or watching television. Determine whether the 
patient has a comfortable bed and mattress. 

4. Exercise daily, preferably in the afternoon. However, 
exercise immediately before bedtime may increase one’s dif- 
ficulty in falling asleep. 

5. A large meal before bedtime should be avoided, but a 
snack may help. 

6. Excessive alcohol, caffeine, or nicotine should be 
avoided for at least several hours before sleep. A small drink 
of alcohol may help some individuals to fall asleep but is not 
advised on a regular basis. 

7. Engage in pleasant or relaxing activities, such as a 
warm bath, sex, or light reading, just before time to go to 
sleep. 

8. Some disorders (see text) are probably helped by max- 
imizing one’s exposure to circadian time cues, especially nat- 
ural light. 
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Clustering of Teenage Suicides After Television 
News Stories About Suicides: A Reconsideration 


Ronald C. Kessler, Ph.D., Geraldine Downey, Ph.D., 
J. Ronald Milavsky, Ph.D., and Horst Stipp, Ph.D. 


A recent study reported a significant increase in teen- 
age suicides after television newscasts about suicide in 
the period 1973-1979 and suggested that the increase 
might have resulted from an imitative effect of televi- 
sion. In the present study, the authors found no sig- 
nificant association between newscasts and subsequent 
teenage suicides over the period 1973—1984. Although 
teenage suicides increased after newscasts in 1973— 
1980, the authors identify reasons why this increase is 
not consistent with an imitative effect of television. 
Furthermore, during 1981-1984 teenage suicides de- 
creased after newscasts about suicide; the reversal dif- 
fers significantly from the association before 1981. 

(Am J Psychiatry 1988; 145:1379-~-1383) 








n a recent publication, Phillips and Carstensen (1) 

doctimented an increase in teenage suicides in the 
week after network television news stories about sui- 
cide. They suggested that this association may have 
been due to an imitative effect of television. 

Our study critically evaluates their analysis and in- 
terpretation. Our data improve on those used by Phil- 
lips and Carstensen in several ways. First, whereas 
their analysis was limited to the period 1973—1979, 
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our analysis extends through 1984. Second, we use 
more comprehensive information on news stories 
about suicide. Third, we use a more exact measure of 
the number of teenagers exposed to each story. Finally, 
we use more refined analysis methods, which allow us 
to document several important qualifications over- 
looked by Phillips and Carstensen. 


METHOD AND RESULTS 


We analyzed the relationship between network tele- 
vision news stories about suicide and subsequent 
changes in the number of teenage suicides in national 
daily time series data from 1973 through 1984, a total 
of 4,383 days. There were 22,184 suicides by 10- to 
19-year-olds in the United States during this period. 
We followed Phillips and Carstensen in including 
10-12-year-olds along with teenagers in the analysis. 
There are so few suicides among 10~12-year-olds, 
however, that the data pertain almost entirely to teens. 
Daily suicide data were obtained from the National 
Center for Health Statistics Detailed Mortality File (2). 
Suicides were defined as any deaths in the categories 
E950—E959 of ICD-9. 

Information on television news stories was obtained 
from the Vanderbilt Television News Archive (3), 
which maintains complete records of the evening news 
programs broadcast by the three major television net- 
works (ABC, CBS, and NBC); the CBS News Index 
(4), which maintains records of the “CBS Morning 
News,” “CBS Midday News,” “CBS Evening News,” 
“CBS Weekend News,” “CBS Sunday Night News,” 
“CBS News Special Reports,” “60 Minutes,” ‘30 
Minutes,” and “CBS Up to the Minute”; and the un- 
published archive of NBC news, which maintains rec- 
ords of the “Today Show,” “Tomorrow,” “NBC Sat- 
urday News,” and “NBC Prime Time News Updates.” 


1379 


TEENAGE SUICIDES AFTER TELEVISION 


We completed an independent search of the first two of 
these data archives as a reliability check in response to 
concerns about the reliability of data coded from me- 
dia archives in some of Phillips’ earlier research (5-8). 
Phillips and Carstensen did not have access to the third 
of these data sources. 

We followed Phillips and Carstensen in distinguish- 
ing among “group” suicide stories (in which two or 
more people committed suicide together), “mixed” 
suicide stories (in which someone committed suicide 
shortly after criminally victimizing others), and a re- 
sidual category of “pure” suicide stories. Pure stories 
were divided into “‘pure-individual” stories (in which 
an individual committed suicide) and “‘pure-general” 
stories (in which the general topic of suicide was dis- 
cussed). Pure-individual stories, finally, were divided 
into stories about celebrities (someone whose suicide 
was reported because of fame, wealth, or kinship to 
someone with fame or wealth) and noncelebrities. 

We also followed Phillips and Carstensen in speci- 
fying a time series multiple regression equation to es- 
timate a baseline expected number of suicides for each 
day in the series. This equation adjusted for the effects 
of day, month, year, and the 9-day period around ma- 
jor holidays (New Year’s Day, Memorial Day, Inde- 
pendence Day, Labor Day, Thanksgiving, and Christ- 
mas), as well as for the lagged value of the outcome 
variable. The number of daily teenage suicides pre- 
dicted by this model was subtracted from the observed 
number to create a “residual” score. This was the meas- 
ure of teenage suicide used in our two approaches to 
assessing the association between newscasts and teen- 
age suicide. 

The first approach followed Phillips and Carstensen 
in summing the residuals for the period 0 to 7 days 
after each news story about a “pure” suicide. They 
excluded group and mixed suicide stories because such 
stories might have lower imitative effects. Story peri- 
ods that occurred within 4 days of a major public hol- 
iday were also excluded because suicide rates fluctuate 
widely around holidays. Phillips and Carstensen found 
45 stories between 1973 and 1979 that met these cri- 
teria. Whenever two stories fell within 8 days of one 
another, Phillips and Carstensen defined the residual 
period as the 8 days beginning with the first broadcast 
of the first story. Because this situation occurred seven 
times, 38 (45 minus seven) sets of residuals were ex- 
amined in their analysis. The unpublished NBC ar- 
chive yielded 12 additional stories in the 1973—1979 
period, two of which fell within 8 days of another 
story. Forty-eight (57 minus nine) sets of residuals 
were therefore examined. Thirty-nine additional sto- 
ties or contiguous story pairs met the Phillips and Car- 
stensen criteria between 1980 and 1984. 

The second approach used more complex time series 
models to estimate the effects of story type and inten- 
sity of exposure on teenage suicides. This more refined 
analysis was made possible by coding each day of the 
zime series for the existence of a television news story 
on suicide. There were 270 such days (including days 
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with stories about group or mixed suicides and story 
days close to major holidays) during the 1973-1984 
period. This more inclusive approach allowed us to 
test explicitly whether the effects of group or mixed 
suicide stories differ from those of pure suicide stcries. 
This approach also adjusts for the fact that some 
stories are updated over several days. By coding 
stories in terms of first day of broadcast, Phillips and 
Carstensen did not take this differential exposure into 
consideration. 

The time series model is based on a model used by 
Bollen and Phillips to study the imitative effects of tele- 
vision news stories on adults (9). This model has the 
following expectation: 


Resid, =bo +b; Story,+b, Story,..+...+bg Story,.7 


where Resid, is the residual number of teenage suicides 
on day t, Story, is a dummy variable coded one if there 
was a suicide story broadcast on day t and zero oth- 
erwise, and Story,., through Story,.7 are dummy vari- 
ables defining whether a story was broadcast between 
1 and 7 days before day t. The regression coefficients 
b, through bg define the predicted values of the resid- 
uals on the basis of knowledge about the occurrence of 
these stories. 

We also estimated a version of this model that takes 
into consideration the proportion of teenagers exposed 
to a suicide story on a given day. Data from the A.C. 
Neilson Company on the percentage of teenagers ex- 
posed to each suicide story were used to create a 
weighted Story variable. This variable was coded zero 
on days with no television news suicide story and be- 
tween one (the lowest empirical exposure score, indi- 
cating that the story reached 1% of U.S. teenagers) and 
20 (the highest empirical exposure score, indicating 
that the story reached 20% of U.S. teenagers). This 
variable defined the level of exposure among teenagers 
to all newscasts about suicide on that day, including 
newscasts about different suicides. Variation in expo- 
sure reflects the fact that stories appearing only on a 
morning newscast reach fewer than 1% of teens, 
whereas stories appearing on a prime time newszast 
reach a much larger teenage audience. The mean 
weighting for a story day was 10, implying that, on 
average, 10% of American youth were exposed to a 
suicide story on days when such stories were reported. 
Weighted versions of Story,., through Story, were 
also created to describe the lagged effects of exposure. 

Table 1 reports the distribution of the various types 
of network television suicide stories. Three diffe-ent 
coding schemes are presented in the table, correspcend- 
ing to the different analysis procedures discussed later. 
Three 4-year time intervals are also distinguished 
(1973-1976, 1977-1980, 1981—1984), in addition to 
the total 12-year period. All analyses were carried 
out separately for each time period to detect time 
trends in the association between newscasts and teen- 
age suicides, 

The frequency of television news stories about youth 
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TABLE 1. Network Television News Stories About Teenage and Other Suicide, 1973—1984 








Phillips and Carstensen (1) 
Story Periods* Story Days” 


1973— 1977- 1981- 1973- 1973- 1977- 1981- 1973- 
Type of Story 1976 1980 1984 1984 1976 1980 1984 1984 1976 


10-19-year-olds 


Story Period Days® 


1977— 1981- 
1980 1984 1984 











Group 0 0 0 0 0 1 0 1 0 8 0 8 
Mixed 0 0 0 0 1 2 10 13 8 16 47 71 
Celebrity 1 0 2 3 1 5 2 8 8 27 9 44 
Noncelebrity 2 5 5 12 11 6 7 24 64 48 56 168 
General 0 2 8 10 2 8 15 25 16 60 110 191 
Total 3 7 15 25 15 22 32 70 96 153 203 457 
Other 
Group 0 0 0 0 2 43 1 46 16 99 8 123 
Mixed 0 0 0 0 2 8 8 19 16 42 58 120 
Celebrity 4 9 2 15 16 17 17 51 68 92 77 238 
Noncelebrity 9 9 12 30 22 17 24 66 147 125 140 416 
General 5 8 4 17 5 16 11 33 40 127 91 258 
Total? 18 26 18 62 46 100 60 211 250 446 343 1,047 


Total? 21 33 33 87 61 119 90 270 335 526 488 1,358 


*Kight-day intervals of time beginning with the first day of a television news story about suicide, excluding stories about group or mixed 
suicide, stories that began between 12 days before and 4 days after a major public holiday, and stories that began within 8 days after an earlier 
eligible story. 

ays on which a network television news story about suicide was broadcast, whether or not this was the first day the story was reported. 

“Story days plus all days between 1 and 7 days after a story day. 

“The entries in the cells do not always sum to the totals because there were multiple stories on some days. For example, in 1973-1976, 62 
stories were broadcast on 61 days. Discrepancies between sums of cells and the entry in the total are even greater for story period days because 
a large number of days are in the story periods (that is, within 8 days after) of multiple stories. 


suicide has increased steadily between 1973 and 1984. 
Table 1 shows that a teenage suicide story was broad- 
cast on only 15 days in the 1973-1976 period. This 


TABLE 2. Average Residual Numbers of Teenage Suicides for 
Phillips and Carstensen (1) Story Periods, 1973-1984" 


Number of Stories Average Residual 


number had more than doubled by 1981-1984, due Year About Suicide Number of Suicides 
largely to an increase in feature stories about youth — 4973 5 0.47 
suicide. 1974 5 2.34 
Stories about other suicides did not show a similar 1975 5 2.37 
increase. Instead, stories about adult suicides peaked in 1276 6 3.66 
: : : 1977 12 2.36 
the late 1970s, due primarily to the massive coverage 4378 5 0.78 
of the Jonestown group suicides. The frequency of 1979 10 3.31 
other categories of stories remained fairly stable over 1980 6 2.19 
the study period, although general feature stories ae > Ere 
increased. 1983 9 —0.33 
1984 11 —1.41 


Replication and Extension of the Phillips-Carstensen 
Model 


The Phillips-Carstensen analysis found that between 
1973 and 1979 teenage suicides rose an average of 
2.91 per story during the period 0 to 7 days after each 
story. This increase was statistically significant 
(p=0.008, two-tailed Wilcoxon test). Our parallel 
analysis found a slightly smaller increase of 2.35 teen 
suicides per story over the same time interval. This 
increase was still significantly greater than zero 
(t=2.55, df=47, p=0.046). The slightly smaller in- 
crease found in our more comprehensive analysis is 
understandable given that most of the additional sto- 
ries were broadcast on_morning newcasts, which few 
teenagers watch. 


When the additional 39 story periods occurring be~ 


tween 1980 and 1984 were included in the analysis, 
the average increase in suicides over the 12-year study 
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*The residual number of suicides is the observed number minus the 
predicted number. A story period is the day a story is broadcast plus 
all days between 1 and 7 days after the story day. 


period, 0.92 per story, was not statistically significant 
(t=1.42, df=86, p=0.16). A reversal in the relation- 
ship beginning in 1981 and continuing through 1984 
explains why the significant positive association ob- 
served between 1973 and 1979 did not hold for the 
1973—1984 period. This reversal is seen clearly in table 
2, which reports yearly averages for the residual num- 
ber of teenage suicides after a news story. The data 
show a consistent increase throughout the 1970s and 
then a reversal beginning in 1981. In the 1981-1984 
period, teenage suicides decreased an average of —1.60 
after a suicide story. Although this decrease is not sig- 
nificantly different from zero (t=1.55, df=32, p= 
0.13), it differs significantly from the association found 
between 1973 and 1980 (t=2.91, df=85, p=0.005). 
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TABLE 3. Daily Time Series Regression Analyses of the Association Between Network Television News Suicide Story Days and Subse- 


quent Teenage Suicides in the United States, 1973-1984? 





Unweighted Model 


Weighted Model 











Summary Summary 
Predictor Coefficient R? F p Coefficient R? F p 
1973—1976 0.499 0.007 1.204 0.293 0.054 0.008 1.364 0.208 
1977-1980 0.316 0.009 1.623 0.114 0.011 0.006 1.002 0.433 
1981-1984 —0.611 0.001 0.225 0.986 —0.102 0.003 0.444 0.895 
1973-1984 —0.004 0.002 1.170 0.313 —0.006 0.002 1.014 0.423 





“Tests of significance are two-tailed. The unweighted model records only the existence of a news story. The weighted model records both the 
existence of a news story and the percentage of teenagers who viewed it. For the periods 1973-1976, 1977-1980, and 1981-1984, df=8, 


1445. For the 1973-1984 period, df=8, 4367. 


This means the reversal is probably a true change in 
the trend rather than a random fluctuation. 


Time Series Models 


Table 3 presents the results of the time series equa- 
tions we estimated to evaluate the effects of all televi- 
sion story days located in our archival search. The 
section of the table pertaining to the unweighted model 
presents the results of the model described in the equa- 
tion. The section pertaining to the weighted model 
presents the results of a version of this model that takes 
differential exposure into account. The summary coef- 
ficients in the table are totals of the eight coefficients in 
the equation. These totals represent the predicted num- 
bers of teenage suicides associated with a typical story 
(unweighted model) or with exposing 1% of teenagers 
in the United States to a typical story (unweighted 
model) over the 8-day period after the broadcast. 

These results parallel those obtained in our replica- 
tion of the Phillips-Carstensen analysis in two respects. 
First, the overall association is nonsignificant for the 
total period 1973—1984. Second, a positive association 
exists through 1980 and a reversal occurs in the period 
1981-1984. This pattern of results also emerged when 
we coded only the first day a story was broadcast, 
rather than each day a story was broadcast. 

If imitation is at work, one would expect an im- 
provement in prediction accuracy when the number of 
teenagers exposed to the various news stories is taken 
into consideration. A comparison of the R? values in 
the unweighted and weighted models shows, however, 
that this is not the case. 

We also tested Phillips and Carstensen’s assumption 
that the association between television stories and sub- 
sequent teenage suicides depended on story type; this 
was done in an analysis in which we distinguished sto- 
ries about group suicides, mixed suicides, celebrity sui- 
cides, noncelebrity suicides, and general feature stories 
about suicide. With one exception, there was no sig- 
nificant association in any of the 4-year periods, nor 
was there any consistent pattern of association. The 
one significant association involved celebrity suicide 
stories between 1977 and 1980 (b=0.059, t=3.35, 
df= 1448, p<0.001). This association became negative 
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in the period 1981-1984 (b=—0.007, t=0.27, df= 
1448, p=0.788). 

To examine whether an increase in teenage suicides 
followed newscasts about youth suicide, we further 
subdivided the story types into those about young peo- 
ple (less than 30 years) and others and reestimated the 
unweighted model. There was no evidence that an in- 
crease in teenage suicides followed news stories about 
youth suicide at any time. Only two of the coefficients 
associated with stories about other suicides signifi- 
cantly predicted subsequent teen suicides. Both coeffi- 
cients were positive and were associated with stories 
about celebrity suicides (1977-1980: b=0.068, 
t=2.90, df=1443, p=0.004; 1973-1984: b=0.028, 
t=2.18, df=4365, p=0.029). This finding is consistent 
with the results obtained for the full set of stories but 
shows that the association is confined to stories about 
older celebrities. 


DISCUSSION 


The present study built on the work of Phillips and 
Carstensen in several ways. First, we assembled a more 
complete archive of all television suicide stories and 
replicated the findings of Phillips and Carstensen for 
the period 1973-1980. This replication of their basic 
findings allowed us to go beyond these baseline results 
in subsequent analyses. 

Second, we investigated whether the positive associ- 
ation observed through 1980 was due to an imitative 
effect of television. Several of our findings are incon- 
sistent with this interpretation. Most notably, there is 
no evidence that stories viewed by a larger number of 
teenagers were followed by a larger number of teenage 
suicides. Nor is there evidence that news stories explic- 
itly about youth suicide are followed by an increase in 
teenage suicides. 

Third, we documented that the positive association 
between television news stories and subsequent teen- 
age suicides reversed beginning in 1981. There are at 
least two possible explanations for this change. One is 
that the character of news stories about suicide might 
have changed beginning in 1981, and this could have 
altered the impact of television news stories on teenage 
suicides. Informal discussions with members of the 
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news departments at the three networks, however, re- 
vealed no conscious effort on their part to change pre- 
sentational style. In addition, an inspection of the con- 
tent of the stories provided no evidence that a 
systematic change had occurred. As a result, we con- 
sider this explanation to be fairly implausible. 

A second possibility is that a change has occurred in 
the perception of suicide, modifying the impact of sui- 
cide news stories on teenage viewers. This could have 
occurred, for example, if the increased media coverage 
of teenage suicide since the late 1970s has ensured that 
today’s teenagers have a more realistic, less glamorous 
perception of suicide. Television reports about suicide 
may activate such negative perceptions, and when this 
occurs during periods of vulnerability, such newscasts 
might deter individuals from committing suicide. 

Although this second possibility is a plausible expla- 
nation, it is important to note that we have no data to 
test it. Indeed, this explanation is a conjecture devel- 
oped post hoc to account for an unanticipated reversal 
in the time series. 

Research of a more sensitive sort is now needed to 
move beyond simple aggregate analyses such as those 
presented here. Possible media effects might be evalu- 
ated in the context of psychological autopsy studies 
(e.g., 10) or investigations of the relative lethality of 
suicide attempts (e.g., 11). Until we develop some 
deeper understanding of the psychosocial processes, 
possibly using in-depth research methods such as 
these, we will have no basis for determining whether 
the documented reversal in the association between 
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television news stories and subsequent teenage suicides 
is a stable one or only temporary. Our primitive un- 
derstanding of the reasons for this reversal makes it 
important to monitor trends carefully as new data be- 
come available. 
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Cerebral Blood Flow During Delirium Tremens 
= and Related Clinical States 
Studied With Xenon-133 Inhalation Tomography 


Ralf Hemmingsen, M.D., Sissel Vorstrup, M.D., Lars Clemmesen, M.D., 
_ Seren Holm, Peer Tfelt-Hansen, M.D., Anne S. Sørensen, M.D., 
Charlotte Hansen, M.D., Winnie Sommer, M.D., and Tom G. Bolwig, M.D. 





The regional cerebral blood flow of 12 patients with 
severe alcohol withdrawal reactions (delirium tremens 
or impending delirium tremens) was measured during 
the acute state before treatment and after recovery. 
Greater cerebral blood flow was significantly corre- 
lated with visual hallucinations and agitation during 
the acute withdrawal reaction. The results suggest that 
delirium tremens and related clinical states represent a 
type of acute brain syndrome mainly characterized by 
CNS hyperexcitability. 

(Am J Psychiatry 1988; 145:1384-1390) 


ince the clinical and experimental work of Victor 

_and Adams (1) and Isbell et al. (2), there has been 
little doubt that delirium tremens and related clinical 
states may develop as withdrawal reactions, and that 
there is a pathogenetic relationship between hallucina- 
tions, clouding of consciousness, seizures, and several 
other signs and symptoms that may develop after ter- 
mination of severe drinking bouts. However, the fun- 
damental question of whether an excitatory state pre- 
vails throughout the brain or only in certain regions of 
the brain during alcohol withdrawal has remained un- 
settled (3). Some EEG studies suggest that the charac- 
teristics of delirium tremens and related clinical states 
may be different from those of other delirious states 
(4). Some investigators have studied regional cerebral 
blood flow with two-dimensional techniques, and 
some studies have included measurement of whole 
brain oxygen and glucose consumption (5) (see Dis- 
cussion section). However, to our knowledge, three-di- 
mensional measurements of cerebral blood flow or 
brain metabolism have not been reported so far. 
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The purpose of the present study was to characterize 
the regional cerebral blood flow pattern during un- 
treated delirium tremens and related clinical states by 
using a three-dimensional technique of brain mapping 
and to compare cerebral blood flow during and after 
the delirious state by means of repeated measurements 
in the same patient. Data from repeated measurements 
in normal control subjects were included in the anal- 
ysis to evaluate the test-retest variation of this method 
and to allow for a comparison of the mean hemispher- 
ic cerebral blood flow of patients and control subjects. 


METHOD 
Sample 


Patients admitted to the Department of Psychiatry, 
Rigshospitalet, with diagnoses of delirium tremens or 
related clinical states were consecutively included in 
the study if they fulfilled the following criteria: 
1) history of alcohol abuse, 2) temporal relationship 
between present condition and alcohol abuse, 3) azute 
(untreated) condition (patients with chronic hallucino- 
sis were not included), and 4) presence of at least 
tremor, sweating, and hallucinations, i.e., impending 
delirium tremens—clinical grade H (6). Patients with 
grade JJ symptoms and additional disorientation or 
clouding of consciousness-—deliritim tremens of clini- 
cal grade M (6)—were also included. 

According to DSM-III, patients with clinical grade 
IN fulfill the criteria for alcohol withdrawal delirium, 
whereas patients with clinical grade II fulfill the criteria 
for alcohol withdrawal but also have disturbances of 
perception not caused by organic or psychiatric disease 
other than alcoholism. 


Design 
Within 30 minutes of arrival, each possible subject 
was evaluated by a psychiatrist, and in case the patient 


was eligible, the clinical state was classified as grade II 
or grade III before the cerebral blood flow study. The 
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patient was interviewed about duration of alcohol 
abuse, daily consumption, time of last drink, and pres- 
ence of seizures. A blood sample for determination of 
alcohol concentration was taken, and a physical exam- 
ination was performed. The cerebral blood flow study 
was performed within 1 hour after admission. At the 
exact time of the measurement another clinical evalu- 
ation was made including assessment of tremor, agita- 
tion, and hallucinations. 

Treatment with barbital was initiated after the cere- 
bral blood flow measurement and was continued ac- 
cording to the routine of the department. Each patient 
received a vitamin B complex preparation but no psy- 
choactive drugs were given besides barbital. A urine 
sample taken as early as possible after admission was 
screened for sedatives by means of a thin-layer chro- 
matographic technique. 

A second cerebral blood flow measurement was per- 
formed when the withdrawal reaction had clinically 
subsided and barbital treatment had been terminated. 
At the same time, the serum barbital concentration 
was measured, All blood and urine samples were proc- 
essed according to the routine of the Department for 
Clinical Chemistry at the hospital. A CT scan of the 
brain was obtained after the acute withdrawal reaction 
had subsided (meant+SD=8+5 days after admission). 

Informed consent was obtained in all cases. The eth- 
ical committee for the region of Copenhagen approved 
the protocol of the study. 


Cerebral Blood Flow Measurement and CT Scanning 


Regional cerebral blood flow was measured by 
means of single photon emission computerized tomog- 
raphy (SPECT), previously described in detail (7, 8). 
Xenon-133 was rebreathed from a closed system dur- 
ing the first 1.5 minutes, yielding a lung concentration 
reaching a maximum of 10 mCi/liter at equilibrium. 
During this period and three subsequent 1-minute pe- 
riods, four tomographic pictures were recorded for 
three slices of brain tissue simultaneously. Each slice 
was 2 cm thick, and the interslice distance was 2 cm. 
The resolution was 1.4-1.7 cm in the plane and 2.0 cm 
in the axial direction. The midplanes of the three slices 
were placed 1 cm, 5 cm, and 9 cm above the orbito- 
meatal plane, 

The arterial input function was estimated from the 
lung curve data, which were gathered from a narrowly 
collimated detector placed over the upper part of the 
right lung. This input curve, together with the se- 
quence of four tomographic pictures, allowed for cal- 
culation of cerebral blood flow by a conventional back 
projection filtered algorithm (9). 

Mean hemispheric blood flow values were calcu- 
lated from the middle slice, slice 2 ($ cm above the 
orbitomeatal plane), by encircling the contours of the 
hemispheres with a cursor. 

The patients were studied in a resting position; the 
only external stimulation was the monotonous sound 
of the equipment. Sometimes one investigator was 
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holding the patient’s hand to calm the patient down. 
All patients were able to breathe through a fitted 
mouthpiece during the 5-minute examination, while 
the nostrils were occluded by a spring clamp, and the 
measurements during withdrawal were technically as 
good as the other measurements. 

The cerebral blood flow levels obtained from the 
normal subjects have been reported in a previous arti- 
cle (8). These subjects were 10 members of the hospital 
staff, five women and five men. Their mean+SD age 
was 43+9.4 years. They were subjected to repeated 
measurements with a 1-week interval. Recently an- 
other study applying the same technique (10) revealed 
a test-retest variation in complete agreement with our 
results. 

Regional flow distribution was evaluated by means 
of both repeated visual inspections and calculation of 
flow in smaller regions of interest; we compared the 
calculated side-to-side difference in the patients to sim- 
ilar calculations for our normal subjects. Squares were 
placed on slice 2 to cover the frontal lobe, the tempo- 
roparietal region, and the parieto-occipital region. A 
total of five squares in each hemisphere were used, 
ranging in size from 7 to 11 cm? and the values for 
each region and the symmetrically placed region in the 
contralateral hemisphere were obtained. 

The side-to-side difference for each region was a per- 
centage of the higher value, and this variable was then 
used to estimate changes in flow distribution and to com- 
pare the values of the patients and control subjects. 

Also, mean flow values were calculated for the bi- 
lateral regions representing the deeper brain structures, 
i.e., the basal ganglia, and the cortical tissue layers 
overlying these regions (calculated from slice 2). These 
regions of interest were much larger, averaging 27 cm? 
and 40 cm’, respectively. 

The Pco, was obtained from measurements of final 
expiratory CO, fractions (%), determined just after 
the cerebral blood flow studies by using a capnograph. 

The CT scans were performed with an EMI 1010 
head scanner. The criteria for cerebral atrophy were 
based on Evans ratios: <0.32=normal, 0.32—0.34= 
slight atrophy, 0.35—0.40=moderate atrophy, >0.40 
=severe atrophy. Sulci wider than 2 mm were also 
considered indicative of atrophy. These values have 
been established in our neuroradiological department 
(11). All the values were measured directly on the CT 
pictures; the real values result from multiplication by 
the diminution factor of 3.3. 


Statistical Analysis 


Estimation of statistical parameters and testing of 
statistical significance were performed by means of 
subroutines of the statistical program packages CRISP 
(12) and GENSTAT (13). 

Physiological findings at admission and after recov- 
ery were compared with paired t tests. Bivariate cor- 
relations were evaluated with product-moment corre- 
lation coefficients, which were tested for statistically 
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significant difference from zero by using the Bonferroni 
correction (14) because of the large number of tests. 
Potentially explanatory variables were tested for ef- 
fects on mean hemispheric cerebral blood flow values 
by means of stepwise multiple regression analysis. At 
each step, the variable explaining the largest amount 
of variation was identified and added to the set of 
explanatory variables. Furthermore, variables in the 
set of explanatory variables were exchanged with 
other variables to identify alternative sets of explana- 
tory variables. 

The set of variables thereby explaining the maxi- 
mum proportion of variation subsequently entered a 
multiple analysis of covariance which included blood 
alcohol concentration and Pco, as covariates and, as 
qualitative variables, subject group, time of examina- 
tion, agitation, and hallucinations with systematical 
effects and subject group with stochastical effects. The 
mean values resulting from this analysis were com- 
pared a posteriori by means of the Newman-Keuls test 
(15) with two residual standard deviation values, one 
for each of the stochastical components (group effect 
and Group by Examination interaction), and with lim- 
its of statistical significance for only six groups and a 
maximum range of means of four. Only 12 of the com- 
parisons possible were performed. 

A p value of 5% or less was used as the overall 
minimum level of statistical significance. 


RESULTS 


The data are presented as mean+SD unless other- 
wise indicated. They cover the 12 patients who went 
through the entire protocol of investigations. There 
were two women and 10 men, aged 43+ 14 years. The 
withdrawal reaction was classified as grade II in nine 
cases and as grade III in three cases. The patients had 
abused alcohol for 17+4 years, and their daily alcohol 
consumption was 220+100 g. The interval between 
the last drink and admission was 35+35 hours. The 
total barbital dose given was 5.2+2.6 g. The interval 
between admission and sleep was 7.3+6.8 hours, and 
the time until last dose of medication was 38.6+27.9 
hours. At the time of the second cerebral blood flow 
measurement, the clinical signs of withdrawal had dis- 
appeared and none of the patients was clinically se- 
dated. The mean interval between the first and second 
measurements was 8 days (range=4—15). 

The blood alcohol concentration at admission was 
nil in seven cases, less than 2 mmol/liter in three cases, 
and 14 and 28 mmol/liter in two cases, respectively. At 
the time of the recovery measurement, the blood alco- 
hol concentration of each patient was nil. The urine 
screening at admission revealed traces of chlordiaz- 
epoxide or diazepam in three patients. The mean 
serum barbital level at the time of the second cerebral 
blood flow measurement was 129 pmol/liter (rangé= 
17-256). 

Figure 1 presents the cerebral blood flow tomograms 
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(slices 2 and 3) from patients 3 and 7 during the acute 
alcohol withdrawal reaction and after recovery. In ad- 
dition, the CT scans are presented. 

As indicated by the CT scanning, only one of the 
patients had severe atrophy, and the lesion was limited 
to the cortical structures. The rest of the patients were 
normal or had slight atrophy, mainly involving the 
cortex. There was no statistically significant correla- 
tion between any of the cerebral blood flow measure- 
ments and the CT data (Evans ratio). 

Table 1 presents clinical characteristics at the exact 
time of the first cerebral blood flow measurement, 
mean hemispheric cerebral blood flow (slice 2), and 
Pco, values in the individual patients at admission and 
after recovery. The presentation and discussion of cer- 
ebral blood flow data are focused on mean hemi- 
spheric values because no significant differences were 
revealed on the flow map for any of the regions of 
interest, either at admission or after recovery. The 
mean hemispheric cerebral blood flow in the patients 
decreased from admission to recovery but not to a 
statistically significant degree. The standard deviation 
at the first measurement was more than twice that at 
the second measurement, suggesting that the cerebral 
blood flow during the acute withdrawal state was in- 
fluenced by factors not in play after recovery. 

Analysis of bivariate correlations revealed that cere- 
bral blood flow was significantly greater in patients 
with psychomotor agitation (r=0.78, df=10, p<0.01). 
Hallucinations did not correlate significantly with cer- 
ebral blood flow despite a significant intercorrelation 
with agitation (r=0.63, df=10, p<0.01). Confusion 
(i.e., disorientation or clouding of consciousness), 
which characterized patients with clinical grade III 
withdrawal (delirium tremens), was not significantly 
correlated with cerebral blood flow or with the occur- 
rence of visual hallucinations or psychomotor agita- 
tion, possibly because of the small number of confused 
patients. 

Multiple regression analysis of the patients’ cerebral 
blood flow at the two examinations revealed that psy- 
chomotor agitation, visual hallucinations, and blood 
alcohol concentration at the first examination and 
Pco, all contributed significantly to the variation of 
cerebral blood flow, and that this set of variables ex- 
plained the largest proportion of the variation. How- 
ever, only the Pco, coefficient for the patients at the 
first measurement differed statistically significantly 
from zero. Thus, the statistical analysis did not settle 
the issue of whether the quantitative relationship be- 
tween cerebral blood flow and Pco, differs between 
the acute withdrawal state and the recovered/normal 
state. The reason for this was probably the insufficient 
variability of Pco, in the patients after recovery and in 
the control subjects, rendering it impossible to estimate 
the dependence of cerebral blood flow on Pco;. None 
of the variables rectal temperature, mean arterial 
blood pressure (calculated as diastolic blood pressure 
plus one-third of the difference between systolic and 
diastolic blood pressure), sex, age, presence of cerebral 
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Figure 1. Cerebral Blood Flow Tomograms and CT Scans for Two Patients With Acute Alcohol Withdrawal Reactions® 


PATIENT 3 PATIENT 7 


CEREBRAL BLOOD FLOW TOMOGRAMS 


During acute alcohol withdrawal reaction During acute alcohol withdrawal reaction 





Slice 2 Slice 3 


CT SCANS 


7 days after admission 5 days after admission 





“The mean hemispheric cerebral blood flow for patient 3 was 69.0 ml/100 g per minute during withdrawal and 62.0 ml/100 g per minute after 
recovery. The cerebral blood flow for patient 7 was 78.5 ml/100 g per minute during withdrawal and 50.5 ml/100 g per minute after recovery. 


atrophy, serum barbital level at the second measure- multiple analysis of covariance (ANCOVA) together 
ment, and confusion contributed significantly to the with factors representing patients and control subjects 
variation of cerebral blood flow when added to or ex- and the two examination times. This analysis revealed 
changed with relevant variables in the most explana- that hyperventilation with lowered Pco, and the pres- 
tory set of variables. ence of alcohol in the blood both produced statistically 


This explanatory set of variables was included ina significant reductions in cerebral blood flow (F=4.79, 


Am J Psychiatry 145:11, November 1988 1387 


CEREBRAL BLOOD FLOW IN DELIRIUM TREMENS 


TABLE 1. Clinical Characteristics, Cerebral Blood Flow, and Pco, in 12 Patients With Acute Alcohol Withdrawal Reactions and in 10 Nor- 


mal Control Subjects 








Mean Hemispheric Cerebral Blood Flow 











Symptoms at Time of First Cere- Rate 
ar bral Blood Flow Measurement iml/100 g/min) Difference Pco, (%) 
Delirium 
Tremens — Halluci- Admis- Rate Admis- 
Group Grade nations Agitation Confusion sion Recovery — (ml/100 g/min) % sion Recovery 
Patients 
1 II 49.0 48.5 =) =1,0 4.1 4.2 
2 II 51.0 53.5 29 4.9 4.0 4.2 
3 II + + 69.0 62.0 =70 —10.1 3.6 3.8 
4 II 54.5 54.5 0.0 0.0 5.0 5.0 
5 Il + 50.0 48.0 =2.0 —4.0 3.8 4.2 
6 II + 42.5 54.0 11.5 27:1 4.1 4.8 
7 II + + 78.5 50.5 —28.0 =35:.7 47 4.2 
8 II + 57.3 49.5 —8.0 —13.9 3.9 4.4 
9 II + + 69.0 47.8 =21.2 — 30.7 4.0 4.5 
10 Hl + $3.0 58.0 5.0 9.4 39 39 
11 Ul + + + 57.5 50.0 —75 — 13.0 3.6 4.1 
12 Ul + + 53.0 49.0 -4.0 = 7,9 3:9 4.6 
Mean 57.0 52:2 — — 4.1 4.3 
SD 10.2 4.5 — — 0.41 0.35 
Corrected SD" Wa 4.2 — — — — 
Normal subjects” 
Mean 56.2 54.9 — -= 4.8 4.9 
SD 5.2 5.6 — — 0.26 0.25 
Corrected SD° 5.1 5.5 — = — — 





“Corrected for differences due to Pco,, blood alcohol concentration, hallucinations, and agitation. 


“Admission” and “recovery” values were determined 1 week apart. 


TABLE 2. Adjusted Blood Flow in 12 Patients Who Had Acute Al- 
cohol Withdrawal Reactions With or Without Hallucinations and/or 
Agitation and in 10 Normal Control Subjects 





Mean Hemispheric Cerebral 
Blood Flow (ml/100 g/min)* 














Admission Recovery 
Group N Mean SD Mean SD 
Patients 
Hallucinations and 
agitation at admission 4 69.7 52 52.1% 99 
Hallucinations without 
agitation at admission 4 55.7" 29 4665 14 
No hallucinations or 
agitation at admission 4 53.3 25 529 6.3 
Control subjects 10 56.1 5.4 53.8 6.5 





“Adjusted for differences in blood alcohol concentration and Pco, 
by means of analysis of covariance. Means compared with New- 
man-Keuls a posteriori test procedure; residual SD=4.79 except 
when comparing means for the same group at the two examination 
times (SD=3.62). 

“Significantly lower than admission value for patients with halluci- 
nations and agitation (p<0.01). 

“Significantly lower than admission value for same group (p<0.01). 

“Admission” and “recovery” values determined 1 week apart. 


df=1, 16, p<0.05). Furthermore, the time of exami- 
nation (F=16.7, df=1, 16, p<0.001), visual halluci- 
nations (F=14.2, df=1, 16, p<0.01), and psychomo- 
tor agitation (F=15.8, df=1, 16, p<0.01) contributed 
significantly to the variation of cerebral blood flow. 
The cerebral blood flow values for the groups result- 
ing from the ANCOVA are presented in table 2; the 
values are adjusted for the effects of blood alcohol 
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concentration and Pco,. The mean value at admission 
of the patients with visual hallucinations and psycho- 
motor agitation was significantly higher than after re- 
covery and was also higher than the admission value 
for the patients with hallucinations but no agitation. 
The patients with hallucinations but no agitation had a 
significantly higher mean value at admission than after 
recovery, but they did not differ at admission from the 
patients without hallucinations or agitation. The cere- 
bral blood flow value at admission of the patients 
without hallucinations or agitation was not signifi- 
cantly different from the value after recovery and did 
not differ significantly from the control value at the 
first examination, At reexamination there were no sta- 
uistically significant differences among the patient 
groups or between the patients and control subjects, 
and there was no difference between the two exami- 
nations in the control group. 

The inclusion of Pco, in the ANCOVA led to ad- 
justment of the cerebral blood flow values for Pco, 
differences among the patients at admission but did 
not adjust for possible Pco, differences among the pa- 
tients at recovery, between the patients and control 
subjects, or between the two examination times. For 
instance, PCO, rose statistically significantly between 
the first and second examinations in patients with hal- 
lucinations but no agitation at admission. Accordingly, 
the ANCOVA was repeated after correction of all cer- 
ebral blood flow values by using a coefficient of cor- 
rection of 11.9 ml/100 g per minute per percent of CO, 
(corresponding to a 3% change in cerebral blood flow 
per millimeter of mercury [16]), a coefficient not sig- 
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nificantly different from the coefficient of covariance 
of 9.6 ml/100 g per minute per percent of CO, esti- 
mated by the ANCOVA. However, the results, includ- 
ing the statistically significant differences in cerebral 
blood flow values presented in table 2, were essentially 
unchanged. 

The ratio of the bilateral cerebral blood flow in the 
cortex to that in the basal ganglia was 1.01+0.07, 
both at admission and at recovery. The ratio in the 10 
normal control subjects was 0.99+0.08, i.e., almost 
identical to the ratios in the alcoholic patients. Thus, 
with the technique applied, no changes in the relation- 
ship between cerebral blood flow in cortical and sub- 
cortical structures could be demonstrated during the 
acute withdrawal reaction or after recovery. 


DISCUSSION 


The mean serum concentration of barbital at the 
cerebral blood flow measurement after recovery was 
considerably lower than the value reported in a clinical 
trial where the same treatment regimen was applied 
(17). This advantage was obtained because a long in- 
terval (mean=6 days) was allowed between adminis- 
tration of the last barbital dose and the second cerebral 
blood flow measurement. Given the relatively low bar- 
bital levels, the unsedated clinical state of the patients, 
and, most important, the lack of a significant correla- 
tion between serum barbital concentrations and cere- 
bral blood flow values, we assume that the presence of 
some barbital at the time of the second measurement 
did not in itself account for the cerebral blood flow 
changes encountered. 

The finding of normal or slightly abnormal CT scans 
in all but one patient indicates that structural changes 
in the brain did not significantly affect the cerebral 
blood flow results; this was confirmed by the statistical 
analysis. 

Some previous cerebral blood flow studies have been 
performed during alcohol withdrawal. In a study (18) 
of six patients with delirium tremens, the values for 
both cerebral blood flow and cerebral oxygen con- 
sumption were abnormally low, and cerebral blood 
flow normalized after treatment in four cases. No in- 
formation was given about the timing of the measure- 
ments, the treatment applied, or normal cerebral blood 
flow rates. Other investigators (19) have reported ab- 
normally slow cerebral blood flow (xenon-133 intra- 
arterial injection technique) in addicted alcoholics 1—4 
days after the disappearance of signs of delirium tre- 
mens. Finally, in one study (5) reporting cerebral blood 
flow and cerebral oxygen consumption in patients with 
moderate or severe alcohol withdrawal, the values did 
not differ significantly from the same patients’ values 
after the withdrawal reaction or from the values of 
nonalcoholic control subjects. All the patients studied 
during withdrawal had been treated with diazepam 
and haloperidol, but the doses and plasma concentra- 
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tions were not given (5). No individual comparisons 
were made, and the Pco, values at the time of the 
cerebral blood flow measurements were not indicated. 
The same methodological problems were inherent in a 
study (20) that compared cerebral blood flow values 
during alcohol withdrawal with values from patients 
with Korsakoff’s syndrome or dementia. 

In a well-described sample of patients admitted for 
detoxification (21), repeated cerebral blood flow meas- 
urements were performed during alcohol withdrawal 
by means of the xenon-133 inhalation technique with 
stationary detectors. The authors reported a lower 
mean cerebral blood flow value during the first 2 days 
of withdrawal than after 1 week. This difference was 
reported to correlate significantly with the state of con- 
sciousness. However, none of the patients had delirium 
tremens and only two were hallucinating. 

The overall impression from the studies just summa- 
rized is that normal or somewhat low cerebral blood 
flow and cerebral oxygen consumption prevail during 
alcohol withdrawal. However, methodological prob- 
lems, i.e., 1) considerable variation in the clinical 
condition of the patients, 2) ongoing treatment with 
psychoactive drugs, 3) insufficient accounting for phys- 
iological variables, and 4) lack of CT scannings, make 
it impossible to reach a firm conclusion and to com- 
pare the results directly with the present findings. Our 
interpretation of the present data is that a state of 
increased CNS excitability prevails during the acute 
withdrawal reaction. The data indicate that hallucina- 
tions and psychomotor agitation occurred in patients 
who had high cerebral blood flow values (indicating 
excitation). Whether the initially greater rate reflects 
a primary CNS hyperreactivity during withdrawal 
or whether it is secondary to increased motor activity 
and perceptual excitation is so far unsettled. In either 
case, during withdrawal, the CNS seems to be in a 
state of increased excitability. This interpretation rests 
on the assumption that cerebral blood flow reflects 
functional cerebral activity (the coupling phenome- 
non). The Pco, reactivity has never previously been 
analyzed directly in patients during alcohol with- 
drawal, but the experimental data (22) are in accord- 
ance with the present finding that the coupling be- 
tween cerebral blood flow and CO, reactivity is 
preserved in alcohol withdrawal, although it may be 
somewhat attenuated. 

In discussing their classic EEG study of patients dur- 
ing delirious states, Engel and Romano (4) favored a 
distinction between delirium tremens and other delir- 
ious psychoses. They stated that the consistency of hy- 
peralertness, hypervigilance, and vivid hallucinations 
in delirium tremens, together with fast activity in the 
EEG, relates delirium tremens to the excitative brain 
syndromes rather than to other forms of delirium. The 
same distinction between delirium with CNS hyperex- 
citability and delirious states with CNS hypoactivity 
has been adopted by others (23, 24). This view is rec- 
oncilable with the results of the present study. 
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CONCLUSIONS 


Our overall finding was that cerebral blood flow in 
patients with hallucinations and psychomotor agita- 
tion was significantly greater during alcohol with- 
drawal than after recovery. The difference between the 
first (admission) and the second (recovery) measure- 
ment was not due to a test-retest effect because the 
analysis included normal control subjects studied twice 
with the same interval as the patients. Disorientation 
or clouding of consciousness did not correlate signifi- 
cantly with cerebral blood flow, but the number of 
patients was small. 

Given that coupling between cerebral blood flow 
and brain functional and metabolic activity is pre- 
served, CNS hyperreactivity prevails during untreated 
delirium tremens and related clinical states. 

Thus, our findings suggest that the state of severe 
alcohol withdrawal may be an example of a type of 
acute brain syndrome mainly characterized by CNS 
hyperexcitability. 
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Alcohol Consumption, ACTH Level, 
and Family History of Alcoholism 


Marc A. Schuckit, M.D., Samuel Craig Risch, M.D., and Eric Owen Gold, B.S. 








Plasma levels of ACTH were evaluated in 18 sons of 
alcoholics and 18 sons of nonalcoholics before and 
after they consumed placebo, 0.75 ml/kg af ethanol, 
and 1.1 ml/kg of ethanol. The analyses revealed signif- 
icant changes in ACTH levels over time, an effect of 
ethanol on ACTH overall, and significantly lower 
ACTH levels in the sons of alcoholics than in the con- 
trol subjects following the high-dose ethanol challenge. 
The data corroborate the earlier finding that sons of 
alcoholics have less intense responses to ethanol and 
are consistent with the conclusion that changes in cor- 
tisol level associated with drinking include a pituitary 
response as well as effects on the adrenal glands. 

(Am J Psychiatry 1988; 145:1391-1395) 





S ons of alcoholics, a group with four times the usual 
risk for alcoholism, have been shown to have a less 
intense reaction to a modest ethanol challenge than 
sons of nonalcoholic parents (1). Despite careful 
matching on demographic characteristics and drinking 
histories and similar blood alcohol concentrations af- 
ter drinking, young men with family histories of alco- 
holism reported less intense or more evanescent 
changes in subjective feelings after consuming three to 
five alcoholic drinks than did control subjects—a find- 
ing that has been replicated in several laboratories (2— 
4, and papers by B.W. Lex and J.H. Mendelson and by 
V.G. Erwin presented at the Conference on the Genet- 
ics of Alcoholism, New York, April 2, 3, 1987). The 
higher risk group also showed less change than the 
control subjects on postalcohol measures of body sway 
or static ataxia (2, 5, and the paper by Erwin). 

As part of a search for more objective components 
of the intensity of reaction to alcohol, our laboratory 
has also compared postdrinking hormonal responses 
in the two family history groups. Prolactin, an anterior 
pituitary hormone, and cortisol, released from the ad- 
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renal glands, were chosen as potential measures of the 
response to ethanol because both are likely to increase 
with the levels of beverage alcoho! administered in the 
challenges. Preliminary studies carried out after a sin- 
gle dose of ethanol, as well as more sophisticated meas- 
ures following a three-dose challenge paradigm (pla- 
cebo, 0.75 ml/kg of ethanol, and 1.1 ml/kg of ethanol) 
corroborated the expected less intense response of 
both hormones after ingestion of alcohol by the sub- 
jects with a family history of alcoholism (6—9). 

Analyses of cortisol levels were carried out on 60 
men (30 with family histories of alcoholism and 30 
without family histories of alcoholism) after the three 
dose sessions; the results indicated significant dose, 
time, and family history effects (9). Statistically signif- 
icant interactions were observed for Family History by 
Time, Family History by Dose, and Dose by Time by 
Family History. Further analyses corroborated the 
family history main effect, demonstrating that after 
taking the higher dose of ethanol, the two family his- 
tory groups differed significantly in their cortisol levels 
even after we controlled for changes following 
placebo. 

The analyses reported here extended the previous 
work by evaluating baseline and postethanol levels of 
ACTH in subjects with and subjects without family 
histories of alcoholism in order to address two issues. 
First, because ACTH released from the anterior pitu- 
itary subsequently increases the release of cortisol from 
the adrenal cortex (10), we wanted to use ACTH levels 
as a validity check on our earlier finding of changes in 
cortisol level after ingestion of ethanol in the two fam- 
ily history groups. Second, we hoped to modestly en- 
hance our understanding of the possible mechanisms 
contributing to the release of cortisol in persons with 
both kinds of family histories after they drink alcoholic 
beverages. We report the results of analyses of ACTH 
plasma levels in sons of alcoholics and in control sub- 
jects after ingestion of two different doses of ethanol 
and ingestion of placebo. 


METHOD 
Subjects were identified through a structured ques- 


tionnaire sent to male students and nonacademic staff 
members, ages 21-25 years, at the University of Cali- 
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fornia, San Diego (1, 11). Individuals were paid $3 
each to supply information on their demographic char- 
acteristics, past histories of medical and psychiatric 
problems, drinking and drug use patterns and prob- 
lems, and any history of psychiatric disorders in them- 
selves and in their first-degree and second-degree rela- 
tives. All respondents who fulfilled the DSM-III 
criteria for alcoholism, drug abuse, or any major psy- 
chiatric disorders or who had any major medical dis- 
orders were excluded from the sample (12). 

The remaining individuals were placed in the “fam- 
ily history positive” category if the questionnaire and a 
subsequent personal interview indicated that they had 
biological fathers who met the DSM-III criteria for 
alcoholism. Men with alcoholic biological mothers 
were excluded from the study to avoid including sub- 
jects who might have been affected by heavy doses of 
alcohol in utero. Each of the 18 men with a positive 
family history was matched with a control subject with 
no such history on demographic characteristics (age, 
race, sex, religion, and educational level), recent drink- 
ing history, drug use history, and height-to-weight ra- 
tio. These men represented a subset of the 30 pairs for 
whom cortisol and prolactin data have been reported 
(8, 9); plasma samples from the remaining 12 pairs 
had been lost because of a freezer failure. 

Each individual was brought to the laboratory on 
three different days, on which he received, in random 
order, placebo (3 ml of ethanol floated on a mixer), 
0.75 ml/kg of 95% ethanol, and 1.1 ml/kg of 95% 
ethanol. A double-blind protocol was followed, and 
sessions were separated by a minimum of 72 hours, 
but all three sessions were scheduled within a 4-week 
period. The active doses of ethanol were administered 
as a 20%-by-volume solution mixed in a sugar-free, 
noncaffeinated, carbonated beverage and were con- 
sumed over a period of 10 minutes. For all sessions, the 
men arrived at 7:00 a.m. after a 10-hour fast, an 18- 
gauge scalp-vein needle attached to a heparin lock was 
inserted in an antecubital vein, and baseline cognitive 
and motor testing was carried out. At approximately 
9:00 a.m., and a minimum of 30 minutes after the 
venipuncture, baseline blood samples were drawn and 
the beverage was administered. The subjects were then 
tested for approximately 4 hours, during which time 
blood samples were taken every 30 minutes to deter- 
mine blood alcohol concentrations and ACTH levels. 
Blood alcohol concentrations were analyzed using the 
head-space technique on a gas chromatograph with a 
flame-ionization detector. ACTH samples were imme- 
diately frozen in tubes containing the enzyme inhibitor 
aprotinin and then stored; they were only thawed to be 
tested as a single batch. Plasma ACTH levels were de- 
termined in duplicate according to the method of Orth 
by using a radioimmunoassay procedure with a sensi- 
tivity of 5 pg/ml, an intra-assay coefficient of variation 
of 5%, and an interassay coefficient of variation of 
12% (13, 14). 

The first step in our analysis of the data was to look 
at differences between the two family history groups 
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TABLE 1. Baseline Plasma ACTH Levels of 18 Male Subjects 
With Family Histories of Alcoholism and 18 Matched Control Sub- 
jects Who Ingested Placebo and Low and High Doses of Ethanol 





Baseline ACTH Level (pg/ml) 





Subjects 
Without 
Family Histories 
of Alcoholism 


Subjects With 
Family Histories 
of Alcoholism 








Condition Mean SD Mean sD 
Placebo 37.8 22.43 35:3 21.76 
Low dose of ethanol 

(0.75 ml/kg) 32.6 19.73 31.4 22.14 
High dose of ethanol 

(1.1 ml/kg) 39:2 19.70 27.6 18.47 





after ingestion of placebo by means of a two-factor 
(Family by Time) analysis of covariance (ANOCOVA) 
controlling for baseline. Although the prechallenge 
ACTH values did not differ significantly between the 
family history groups or across sessions, they corre- 
lated with postbaseline values, indicating the appro- 
priateness of using prechallenge ACTH levels as 
covariates in a conservative approach to analyzing dif- 
ferences between the two family history groups. The 
basic statistical design we used to evaluate family his- 
tory group differences in ACTH levels across doses and 
over time was a three-factor (Family History by Time 
by Dose) randomized-block ANOCOVA with re- 
peated measures. Post hoc analyses of family history 
differences with each dose were carried out according 
to Tukey’s method. 


RESULTS 


The 18 pairs of sons of alcoholic fathers and their 
matched control subjects (36 men) had a mean+SD 
age of 21.9+1.55 years. They had 6-month histories of 
consuming alcohol on a mean of 7.6+5.65 days per 
month, with 2.85+1.15 drinks per occasion. The two 
groups were matched on height-to-weight ratio (0.46); 
their average height was about 71 inches and their 
average weight about 160 lb. The mean+SD blood 
alcohol concentrations after the two active doses of 
ethanol were similar for family history positive (58.6 + 
7.88 and 96.7+ 10.48 mg/dl) and family history nega- 
tive ($6.0+5.37 and 93.0+12.96 mg/dl) subjects after 
low and high ethanol doses, respectively; peak values 
occurred approximately 60 minutes after drinking. An 
analysis of variance (ANOVA) revealed no significant 
differences between family history groups in blood al- 
cohol levels after either test dose. 

Table 1 presents the mean+$D ACTH baseline val- 
ues of the two family history groups at the beginning 
of the three types of sessions. A two-factor ANOVA 
(Family History by Session) for the baseline values of 
ACTH over the three sessions revealed no significant 
differences, and the intraclass correlation coefficient 
for the three baseline measures was 0.93. Figure 1 
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FIGURE 1. Mean Baseline-Adjusted Plasma ACTH Levels Over Time 
Following Placebo, 0.75 ml/kg of Ethanol, and 1.1 ml/kg of Ethanol 
in 18 Matched Pairs of Male Subjects With or Without Family His- 
tories of Alcoholism. 


e— Family history positive 


o---0 Family history negative 


150 Placebo 


LOG PLASMA ACTH LEVEL (pg/ml) 





o 30 60 90 120 150 180 210 240 


MINUTES AFTER ETHANOL OR 
PLACEBO ADMINISTRATION 


presents the means for the baseline-adjusted log-trans- 
formed levels of ACTH over time for the two groups 
following the placebo and low-dose and high-dose eth- 
anol challenges. Log-transformed values were used in 
order to ensure normal distribution for the two groups 
for this hormone. 

The response to placebo shown in the top part of 
figure 1 demonstrates a modest fall in ACTH values in 
both family history groups beginning 30 minutes after 
consuming the placebo, a rise 150—180 minutes after- 
ward, and a subsequent decrease. A two-factor ANO- 
COVA for placebo revealed that among the main ef- 
fects there was a significant hormone change over time 
(F=5.58, df=7, 119, p<0.001), but the two family 
history groups did not differ significantly overall (F= 
0.91, df=1, 16, n.s.), and there was no significant in- 
teraction between family history and time (F=1.03, 
df=7, 119, ns.). 

The major analyses evaluated the differences be- 
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TABLE 2. Three-Factor Randomized-Block Repeated Measures 
Analysis of Covariance of Changes in ACTH Levels in 18 Male 
Subjects With Family Histories of Alcoholism and in 18 Matched 
Control Subjects 


Factor F df p 


Main effects 
Family history 0.85 1, 16 0.37 
Dose 3.55 2, 33 0.04 
Time 5.33 7,119 <0.001 
Interactions 
Family History by Dose 3.94 2,33 <0.03 
Family History by Time 1.10 7, 189 0.37 
Dose by Time pay fil 14,238 <0.01 
Family History by Dose by Time 3.37 14,238 <0.001 


tween the family history groups in ACTH levels after 
ingestion of ethanol while controlling for ACTH levels 
following placebo. Table 2 gives the statistical results 
of the 2X38 randomized-block repeated measures 
ANOCOVA. The results showed significant main ef- 
fects for dose and time and significant interactions for 
Family History by Dose, Dose by Time, and Family 
History by Dose by Time. To address our major 
hypotheses regarding a difference between the two 
family history groups in ACTH response to ethanol 
challenge, we used Tukey’s post hoc analyses. These 
revealed no differences between the family history 
groups after placebo (Q=1.83, df=84, n.s.) or after 
the low dose of ethanol (Q=0.87, df=84, n.s.) but a 
significant difference between the two groups follow- 
ing the high-dose challenge (Q=5.98, df=84, p< 
0.005). Thus, the statistical analyses confirmed signif- 
icant changes in ACTH levels over time, an effect of 
ethanol upon ACTH levels overall, and a difference 
between the two family history groups in ACTH levels 
following high doses of ethanol, even when changes 
following placebo were considered. 

The pattern of ACTH results resembled the pattern 
of cortisol values for these same 36 men (18 pairs) in 
our previous report (9). The cortisol levels of the 18 
subjects with family histories of alcoholism in the 
present study before and after the ethanol challenges 
were similar to those described in the earlier report; 
the mean postchallenge levels were about 11 mg/dl 
after placebo and about 11 mg/dl and 13.5 mg/dl after 
the low- and high-dose challenges, respectively. The 
correlation between the mean ACTH and mean corti- 
sol values after the low dose was r=.43, df=34, 
p<0.005; after the high dose it was r=0.65, df=34, 
p<0.0001. The peak ACTH values were correlated 
much more modestly with the peak ethanol values af- 
ter the low-dose (r=0.27, df=34, p=0.06) and high- 
dose (r=0.21, df=34, p=0.10) challenges. 

Because of the high correlations between ACTH and 
cortisol levels, we explored the degree of independence 
with which the postchallenge values of the two hor- 
mones were related to family history status. Thus, us- 
ing procedures similar to those reported in other pa- 
pers (2), we entered the mean postethanol ACTH and 
cortisol values for the 18 pairs of subjects into aydis- 
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criminant function analysis in an attempt to classify 
the 36 men into the two family history groups. When 
we used the cortisol values alone, the canonical corre- 
lation was 0.27, Wilks’ lambda was 0.93, and 66.7% 
of the sample was correctly classified. The addition of 
ACTH values to the analysis resulted in an increase in 
the canonical correlation to 0.33. Wilks’ lambda de- 
creased to 0.89, and the percent correctly classified 
increased to more than 72.2%. The potential impor- 
tance of the ACTH level remained even when changes 
in the intensity of the subjective high (total score on the 
Subjective High Assessment Scale {2]) were considered. 
While not definitive, these results are consistent with 
the possibility that ACTH values might add a unique 
aspect to our ability to use the characteristics of the 
reaction to ethanol to distinguish between sons of al- 
coholics and control subjects. The sample size was too 
small for a more definitive evaluation of a larger num- 
ber of predictors in the discriminant function analysis. 


DISCUSSION 


The results of the ACTH analyses are consistent 
with our earlier data on plasma cortisol. They corrob- 
orate the earlier results and demonstrate that there is a 
CNS component of the hormonal difference between 
the two family history groups, not just an adrenal re- 
sponse. We have once again demonstrated that there 
are no baseline differences in hormone levels between 
subjects with family histories of alcoholism and sub- 
jects without such histories, and we have observed sim- 
ilar family history group responses to placebo. How- 
ever, there were significantly less important changes in 
the ACTH levels of the subjects with family histories of 
alcoholism than in those of the control subjects after 
the high dose of ethanol. Thus, with respect to the first 
issue our study addressed, the differences in response 
to ethanol between the two family history groups do 
appear to be robust. 

Consistent with our previous work, this study indi- 
cates that postdrinking changes in ACTH and/or cor- 
tisol levels might be useful markers of the risk for al- 
coholism. This can only be established, however, 
through follow-up of the studied group, in which the 
actual development of alcoholism is evaluated in light 
of the earlier challenge results and the subjects’ back- 
grounds. Used in combination with postethanol sub- 
jective feelings and body sway results, prolactin and 
cortisol values proved useful in discriminating between 
the two family history groups in previous analyses (2). 
It appears that ACTH values might add power to this 
discrimination. 

It is also possible that hormones in the hypothalam- 
ic-pituitary-adrenal (HPA) axis contribute to the dif- 
ferential response of subjects with and subjects with- 
out family histories of alcoholism. First, there is 
evidence that strains of mice bred to differ in length of 
sleep time following an alcohol challenge differ signif- 
icantly in their basal levels of corticosterone and in 
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their postchallenge levels of this hormone. There is 
also a relationship between the length of the alcohol- 
induced sleep and the amount of change in the cortisol 
value, and the sensitivity to alcohol appears to change 
following adrenalectomy (15—17, and paper by M.S. 
Zgombick and V.G. Erwin presented at the annual 
meeting of the Research Society on Alcoholism, San 
Francisco, April 18, 1986). Second, the HPA axis may 
have a role in the development of both metabolic and 
cellular tolerance after exposure to alcohol (18—20). 
Third, adrenalectomy may decrease the severity of al- 
cohol-related withdrawal, indicating the possible role 
of the HPA axis in abstinence phenomena (10, 21). 
Finally, there are several reports that at specific doses, 
acute increases in cortisol, ACTH, and related hor- 
mones may themselves be perceived as rewarding to 
the organism and may have an impact on drug-seeking 
behavior and levels of motivation (22-25, and paper 
by J.M. Van Ree presented at the World Congress on 
Biological Psychiatry, Philadelphia, Sept. 3, 1985). 
With respect to the second issue we addressed, we 
can use the new data to enhance our speculations 
about the mechanisms responsible for the increase in 
ACTH and cortisol after ingestion of ethanol. This is a 
complex question, and there are at least four possible 
explanations for this phenomenon. However, because 
of hormonal feedback loops, the impact of ethanol on 
multiple body systems, and our inability to measure 
some of the intermediary hormones, it is not possible 
to draw definite conclusions about which explanations 
are the most important (21). The first hypothesized 
mechanism is an increase in cortisol related to the 
stresses perceived by the organism at high doses of 
alcohol. Consistent with this idea are the changes in 
subjective feelings noted after both of the active etha- 
nol challenges (2) and the lack of a clear dose-response 
relationship between amount of alcohol consumed and 
cortisol level (9). However, arguing against this hy- 
pothesis is the fact that we did not find similar changes 
in cortisol level in the two family history groups during 
the placebo sessions, even though these periods can 
present stresses of their own (9, 21, 26). Also, Lukas 
and Mendelson (27) recently reported that alcohol- 
induced increases in ACTH appear to be tied to a feel- 
ing of euphoria, not stress. A second possible mecha- 
nism is an ethanol-related change in steroid 
metabolism. However, this is less likely to play an im- 
portant role in an acute ethanol challenge such as ours 
(28). Third, the enhancement of the cortisol response 
when ethanol and the narcotic antagonist naloxone are 
infused together raises the possibility that the change 
in the adrenal hormone might be mediated, at least in 
part, by opiate receptors (29), a theory about which 
our data add little information. A fourth possible 
mechanism is that ethanol and/or its active metabolite 
acetaldehyde could have direct effects on the adrenal 
glands. Consistent with this idea are data showing 
some increase in cortisol in isolated, perfused rat adre- 
nals, at least with acetaldehyde (27, 30). However, 
regarding this fourth theory, there is consistent evi- 
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dence that at least some of the postethanol increase in 
cortisol is mediated by the pituitary gland, because 
some investigators have reported that there is little or 
no increase in cortisol upon ingestion of alcohol when 
the pituitary gland has been removed (31), The data on 
ACTH reported here, along with the information on 
cortisol from the same subjects reported previously, 
indicate the importance of the pituitary gland in the 
adrenal response to ethanol in healthy young men. 
Thus, the increase in cortisol observed in the subjects 
of this study when they were given an acute ethanol 
challenge was accompanied by a significant increase in 
ACTH. The data indicate that at least some of the 
postethanol rise in this hormone was mediated by the 
direct or indirect effects of ethanol on the pituitary 
gland. 

In summary, the data presented here corroborate 
our previous results on the differences between sub- 
jects with and subjects without family histories of al- 
coholism in response to an ethanol challenge. Obser- 
vations of the patterns of changes in ACTH may help 
us to find more sensitive and specific markers associ- 
ated with the risk for alcoholism. In addition, our re- 
sults are consistent with the conclusion that in human 
subjects, changes in cortisol associated with drinking 
alcohol are not limited to the effects of alcohol or acet- 
aldehyde on the adrenal glands but are likely to include 
a pituitary response. 
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Family Planning and Child Mental Health in China: 
The Nanjing Survey 


Wen-Shing Tseng, M.D., Tao Kuotai, M.D., Jing Hsu, M.D., 
Chiu Jinghua, B.A., Yu Lian, M.D., and Velma Kameoka, Ph.D. 





The authors studied the impact of China’s one-child- 
per-couple family planning policy on child develop- 
ment in 697 preschool children in the city of Nanjing 
and in two rural areas surrounding Nanjing. A home- 
visit questionnaire survey including a Chinese version 
of Achenbach’s Child Behavior Checklist was used. 
The behavior problem profiles of children who were 
their parents’ only children and those who had siblings 
were compared, revealing a significant difference be- 
tween girls who were only children and those who had 
siblings. Girls who were only children tended to have 
slightly higher scores on the factors of depression, 
moody, and temper. 

(Am J Psychiatry 1988; 145:1396-1403) 





W ith the improvement in the quality of life and 
health care in China, the population has in- 
creased remarkably in the last three decades. Between 
1949 and 1970, the birth rate rose from 33 to 38 per 
thousand, while the mortality rate dropped from 18.0 
to 7.6 per thousand, which kept the net rate of natural 
increase at the high level of 19-28.5 per thousand (1). 
Consequently, the population increased from 500 mil- 
lion in 1947 to 800 million in 1970 and was close to 
one billion at the end of 1980, representing 22.7% of 
the world’s total population. Despite the country’s ef- 
forts to improve the productive force, it is apparent 
that economic development cannot keep pace with the 
remarkable rate of population growth. 

Further, China has the world’s youngest population. 
According to a 1978 survey, 38.6% of the total pop- 
ulation was below age 15 and 24.8% was between 16 
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and 29 years. Thus, an enormous number of Chinese 
are in or will soon reach the reproductive age group 
(2). According to predictions, if the birth rate remains 
at the 1978 level (i.e., an average of 2.3 children per 
family), the national population would reach 2.1 bil- 
lion by 2080. However, if almost all couples had only 
one child each and the national average was 1.5 child 
per family in 1985, the total population could be kept 
at 1.15 billion by the year 2000 (3). Within this con- 
text, in 1980 the Chinese government decided to reg- 
ulate population growth by advancing the one-child- 
per-couple family plan policy. 

Traditionally, Chinese people have valued the idea 
of having many children. As farmers, many Chinese 
considered adding children as adding hands to work 
the farm. Children were considered family treasures. 
The Chinese have also customarily favored sons, since 
according to the patrilineal family system it was essen- 
tial to have sons to succeed the family clan. To over- 
come such traditional concepts, vigorous and effective 
measures were necessary to achieve the objective of the 
one-child-per-family norm. There has been broad pub- 
licity about the need for such family planning, and 
many measures have been adopted by the government. 
Young people are encouraged to marry late, public 
education is given regarding methods of contraception, 
and free supplies of birth control devices and drugs are 
dispensed. Led by the exemplary behavior of the 
“cadres” (administration officers), many people have 
been encouraged to sign a contract promising to have 
only one child. Economic rewards and benefits of dif- 
ferent kinds have been given to couples with only one 
child. As a result, millions of people have responded to 
the family plan policy. In 1985, when our survey was 
completed, about 80%-—90% of young couples in the 
urban areas and 50%-—60% in the rural areas had only 
one child. 

The influence of family constellation, birth order, 
and sibling relations on child development have at- 
tracted considerable interest among Western scholars 
in the past (4-10). The basic postulate has been that 
lack of siblings may produce certain types of experi- 
ences which, in turn, mold character formation along 
specific lines and result in certain vulnerabilities. Ac- 
cording to Hagenauer and Tucker (11), in 1907 Hall 
stated that being an only child is a disease in itself. 
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Falbo (12) reviewed the available research results re- 
garding the one-child family in the United States and 
concluded that the personality of an only child does 
not match the negative stereotype. An only child ap- 
peared to be no more maladjusted than others. 

In China a few preliminary studies of this phenom- 
enon have been carried out. Tao and Chiu (13) studied 
children at a kindergarten in Nanjing and reported 
that, in contrast to the child with siblings, the only 
child tended to show some behavior problems, such as 
timidity, temper outbursts, obstinacy, and picking at 
food. A research team from Shanghai produced a sim- 
ilar report, indicating that an only child tended to be 
less cooperative in group activity (14). These studies 
investigated relatively small samples of urban children. 
As Hagenauer and Tucker (11) pointed out, the nature 
of the development of an only child is affected by a 
number of variables, including the child’s social envi- 
ronment and cultural reactions to the child. How the 
rapid change of family constellation and the number of 
children born under the public policy may affect the 
mental health of children in China is an important 
issue needing serious attention. The present investiga- 
tion was undertaken to examine this issue. 


METHOD 


A home-visit questionnaire survey of preschool chil- 
dren and their families was conducted in 1984-1985 
in an area of the city of Nanjing and in two rural areas 
surrounding Nanjing. Children 3 to 5 or 6 years old— 
the age range for youeryuan (the institution for pre- 
school children in China)—were chosen as subjects for 
the investigation. Since 80% of the Chinese population 
live in rural areas and 20% in urban areas that include 
people with different occupational and economic back- 
grounds, two geographic areas were selected for the 
investigation: one urban area in a district of the city of 
Nanjing and two rural areas near that city. One of the 
rural communities is in a suburban-rural area and in- 
cludes both farmers and factory workers (Jiangdong 
County of Nanjing City), and the other rural commu- 
nity is located in a remote area where the majority of 
residents are farmers (Chendong County of Jiangbu 
Prefecture). We estimated that more than 90% of the 
children 3—6 years old in these selected communities 
were included in the survey—303 children from the 
urban area and 394 from the rural areas—for a total of 
697 children. 

The Child and Family Questionnaire was used for 
the survey. It is composed of four parts: 1) family de- 
mographic data, 2) parents’ attitudes toward child 
rearing, 3) child development and child rearing, and 4) 
child mental health conditions. For the assessment of 
child behavior problems, a Chinese version of Achen- 
bach’s Child Behavior Checklist (15) was used. The 
original checklist contains 121 items covering a spec- 
trum of child behavior problems and was designed for 
the purpose of screening a community population (15). 
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The checklist was translated and reworded as neces- 
sary to establish cultural-linguistic appropriateness 
and relevance to the target population. Several items 
were added; the checklist we used included 124 items. 

Interviews of the children’s parents were conducted 
in person in their homes by interviewers using the 
questionnaire and the Child Behavior Checklist. The 
child psychiatric staff at the Nanjing Child Mental 
Health Research Center was trained to conduct the 
home visits and interview surveys. 


RESULTS 
Demographic Data of Family and Parents 


The age of the parents surveyed ranged from 25 to 
40 years; the mean age of the fathers was 34 and the 
mean age of the mothers was 32. The mean age at 
marriage was 27 for fathers and 25 for mothers. 
Among 697 pairs of parents, 237 (34%) were married 
by “free choice” (that is, they found their own mates 
by themselves), 453 pairs (65%) met through the in- 
troduction of friends, and seven (1%) were married in 
other ways, including by parental arrangement. Thus, 
the traditional mode of marriage, by parental arrange- 
ment, was not usual in this group. 

Regarding the household structure, 416 (60%) were 
nuclear families, and the remaining 281 (40%) were 
“stem” families, which means that the married couple 
was living with the man’s or the woman’s parent or 
parents. There were no traditional extended families— 
married siblings still living together with their parents 
in the same household—in this sample. 

As for marital relationships, 485 (69.6%) described 
their relationship as very good, 194 (27.8%) as fair, 
and 14 (2.0%) as poor; only three pairs (0.4%) were 
either separated or divorced. Data on marital relation- 
ships were not available for one couple (0.1%). 


Parents’ Attitudes Toward Child Rearing 


When multiple choices were permitted for the ques- 
tion regarding the purpose of having children, 629 
(90%) of the couples chose the answer “To fulfill par- 
ents’ responsibility to have children,” 553 (79%) chose 
“Increasing the enjoyment of life,” 479 (69%) chose 
“To follow the physiological phenomena,” 475 (68%) 
chose “To meet the social custom,” and 361 (52%) 
chose “Increasing the affection between parents.” 
Only a minority of respondents chose responses re- 
flecting traditional Chinese motivations for having 
children: 178 (26%) chose “To continue the line of 
family clan,” 169 (24%) chose “To increase the labor 
power,” and 150 (21%) chose “Security for the 
future.” (Data were not available for five couples.) 
These traditional reasons for having children were 
clearly related to the parents’ educational back- 
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grounds: they were chosen more often by illiterate re- 
spondents or those with little education. 

Regarding the number of children that parents pre- 
ferred, 203 (29%) indicated they would prefer to have 
only one child, 438 (63%) preferred two children, 22 
(3%) preferred three children and 34 (S%) did not 
indicate their preference. However, there were clear 
geographic differences in the responses. Preference for 
only one child was indicated by 133 (44%) of the ur- 
ban respondents, by 57 (20%) of the suburban-rural 
area respondents, and by 13 (12%) of the remote-rural 
area respondents. Preference for two children, how- 
ever, was indicated by 89 (81%) of the remote-rural 
area respondents, 195 (69%) of the suburban-rural 
area respondents, and 154 (51%) of the urban re- 
spondents. Consideration and availability of time for 
themselves to engage in work or learning were given as 
the main reasons for preferring only one child. For 
those preferring two children, the reason often given 
was that it is too lonely for a child without a sibling. As 
for the parents’ preference for the sex of their children, 
374 (54%) indicated no particular preference, 57 (8%) 
stated they preferred a boy, 47 (7%) said they pre- 
ferred a girl, and 214 (31%) stated they preferred a 
boy and a girl. (Data were not available for five cou- 
ples.) The preference for the sex of a child was not 
influenced by the sex of the child that the respondents 
already had. 


About Children and Child Development 


Among the 697 children studied, 359 (51.5%) were 
boys and 338 (48.5%) were girls. The boy-girl ratio 
was 1:0.94. In the urban area, 258 (85.1%) of the 
children were only children and 45 (14.9%) were not; 
in the suburban-rural area, 155 (54.6%) were only 
children and 129 (45.4%) were not; and in the remote- 
rural area, 59 (53.6%) were only children and 51 
(46.4%) were not. 

As infants, 622 (89%) of the children were raised by 
their own mothers, 62 (9%) were raised by their 
grandmothers, and only six (1%) were raised by other 
persons. (Data were not available for seven of the chil- 
dren.) According to the system in China, the toersuo 
(nursery) is available for children 2 years old or 
younger and the youeryuan (preschool) for children 3 
to $ or 6 years old. Children enter grade school at age 
6 or 7. In this sample, 494 (71%) of the children were 
sent to public day care institutions (toersuo and/or 
youeryuan); thus, they had social experiences with 
children outside of the home. In contrast, 190 (27%) 
of the children were cared for at home (mainly by 
grandparents) and had never been sent to public day 
care institutions. Only 11 children (2%) were cared for 
by a baby sitter at someone’s home. (Data were not 
available for two children.) In response to the ques- 
tion, “Why were your children sent to public institu- 
tions?” the most common reason, given by 448 (64%) 
of the parents, was that both parents were working; 93 
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(13%) of the parents stated that the reason was so that 
the child could obtain experience with a peer group. 
As for sleeping arrangements for children at home, 
696 (99.9%) were reported to sleep with family mem- 
bers in the same room. Among these children, 622 
(89%) slept with their parents in the same bed. In the 
Chinese home, it is rare for children to sleep separately 
in their own beds. There are usually only one or two 
bedrooms available, and the custom is to have one 
large bed that can accommodate adults as well as small 
children. Notwithstanding the scarcity of housing, this 
sleeping arrangement is the generally accepted practice 
of the society, and there is no great concern about 
separating small children from their parents. 


Children’s Behavior Patterns 


As already noted, a translated version of Achen- 
bach’s Child Behavior Checklist was used to measure 
child behavior problems. Since this study constitutes 
the first investigation to use Achenbach’s measure 
among the Chinese in China, responses to this instru- 
ment were first factor analyzed to examine the facto- 
rial validity of the measure among the Chinese people 
sampled. Item responses for boys and for girls were 
factored separately. The results indicated that seven 
factors adequately explained covariations among item 
responses for both groups. The findings also showed 
that the factor structures for girls and boys differed 
considerably. The seven factors for boys and the seven 
factors for girls were labeled as follows: for boys, 1= 
somatic, 2=vegetative regression, 3 =1mmature-schizoid, 
4=social withdrawal, 5=neurotic, 6=anxious aggres- 
sion, and 7=conduct problem; for girls, 1=immature- 
somatic, 2=schizoid, 3=depression, 4=moody, 5=tem- 
per, 6=obsessive-neurotic, and 7=aggression. 

Since these factors differed considerably from those 
found by Achenbach among boys and girls in the 
United States, the factors obtained in our Chinese sam- 
ple were used as a basis for deriving subscale scores on 
the seven child behavior problem factors. Additionally, 
since the factor structures differed for Chinese boys 
and girls, all subsequent analyses of child behavior 
problem factor scores were conducted separately for 
boys and girls. Specific details of the factor analyses 
and comparisons with Achenbach’s original factors 
will be reported by V. Kameoka et al. 

To address the primary question regarding the in- 
fluence of number of children in the family on behavior 
problems among children in China, each of the behav- 
ior problem factor subscale scores of children who 
were or were not their parents’ only children were 
compared, Between-group multivariate analyses of 
variance (MANOVAs) were performed on the seven 
factor subscale scores for boys and girls separately. 

As a result, using the Wilks’ criterion, we found that 
boys who were only children did not differ significantly 
from boys who had siblings in overall profile of behav- 
wor problems (see table 1). However, differences in 
overall profile of behavior problems between girls who 
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TABLE 1. Behavior Problem Factor Scores of Chinese Boys Who Were or Were Not Their Parents’ Only Children 





Scores 








Only Children 





Children With Siblings Analysis" 























J=25 =103 : 
Behavior Problem ts 4) (ene F 
Factor Mean SD Mean SD (df=1, 355) p 
Somatic 11.86 1.70 11.67 1.37 1.00 0.32 
Vegetative regression 6.21 0.89 6.22 0.78 0.01 0.92 
Immature-schizoid 7.47 1.12 7.67 1.62 1.74 0.19 
Social withdrawal 11.22 1.29 11.22 0.71 0.00 0.89 
Neurotic 11.06 2.26 11.09 1.86 0.02 0.90 
Anxious regression 16.88 3.06 17.06 2.72 0.29 0.59 
Conduct problem 16.07 3.62 15.94 4.12 0.09 0.76 
“Multivariate analysis of variance with Wilks’ criterion: F=0.53, df=7, 349, p=0.081. 
TABLE 2. Behavior Problem Factor Scores of Chinese Girls Who Were or Were Not Their Parents’ Only Children 
Scores 
Only Children Children With Siblings Analysis? 
=9 =122 
Behavior Problem ae S E eee F 
Factor Mean SD Mean SD (df=1, 356) p 
Immature-somatic 8.48 1.37 8.48 1.17 0.00 0.97 
Schizoid 7.31 0.80 7.30 1.38 0.00 0.95 
Depression 13.44 1.53 13.16 0.45 3:99 0.05 
Moody 6.95 1.48 6.57 1:27 5.68 0.02 
Temper 17.04 3.46 16.30 3.21 3.70 0.06 
Obsessive-neurotic 5.63 1.76 5.39 1.65 1.63 0.20 
Aggression 19.56 3:73 20.39 5:75 2S5 0.11 





aMultivariate analysis of variance with Wilks’ criterion: F=2.79, df=7, 330, p=0.01. 


were only children and girls with siblings were statis- 
tically significant (see table 2). Girls who were only 
children had significantly higher mean scores on de- 
pression and moody factors than did girls with siblings 
(see table 2). Also, the mean temper score of girls who 
were only children was higher than that of girls with 
siblings; this difference approached statistical signifi- 
cance (see table 2). 

Further secondary analyses were conducted to ex- 
amine how the behavior problems of boys and girls 
who were only children versus those who had siblings 
might be affected by other variables. These factors 
were geographic location (urban versus suburban- 
rural and remote-rural combined), household structure 
(nuclear family versus stem family with grandparents), 
major setting of care during childhood (home versus 
nursery), parents’ preference for number of children 
(one child versus two children), and parents’ prefer- 
ence for their child’s sex (boy versus girl versus both a 
boy and a girl versus no preference). A series of two- 
way MANOVA s (only children versus children with 
siblings by another variable) were conducted to test the 
effects of these variables on the seven behavior prob- 
lem factors. 

Results of the two-way MANOVA Ss indicated that 
the effects of each of these variables on the seven be- 
havior problem factors combined (as a profile) were 
not statistically significant for boys (see table 3). How- 
ever, analysis of the scores on the seven behavior prob- 
lems separately using univariate two-way analysis of 
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variance (ANOVA) found that the effects of several 
variables were statistically significant. Specifically, 
with regard to anxious aggression, the interaction be- 
tween primary caretaker (parents versus grandparents) 
and being or not being an ønly child was statistically 
significant (see table 3). This interaction effect indi- 
cates that boys who were only children and who were 
cared for by grandparents scored higher on the anx- 
ious aggression factor than those cared for by parents. 
In contrast, boys who had siblings and who were cared 
for by grandparents scored lower on this factor than 
those cared for by parents (see table 3). 

A significant main effect for primary caretaker was 
also found for the conduct problem factor: all boys 
who were cared for by grandparents had higher con- 
duct problem scores (17.14) than all boys cared for by 
parents (15.75). The interaction effect of primary care- 
taker and being or not being an only child on conduct 
problems approached significance. As shown in table 
3, boys who were only children and who were cared 
for by grandparents had higher scores on the conduct 
problem factor than boys who were only children and 
who were cared for by parents, boys who had siblings 
and who were cared for by grandparents, and boys 
who had siblings and were cared for by parents. These 
findings suggest that Chinese boys who are only chil- 
dren and who are cared for by grandparents tend to 
become more anxious and aggressive and prone to 
conduct problems. 

Regarding the effect of parental preference for num- 


1399 


CHILD MENTAL HEALTH IN CHINA 


Table 3. Effect of Demogra 
Their Parents’ Only Childre 








phic and Child-Rearing Variables on Behavior Problem Factor Scores of Chinese Boys Who Were or Were Not 








Scores 
Vegetative Immature- Social Anxious Conduct 
Somatic Regression Schizoid Withdrawal Neurotic Aggression Problem 
Variable Mean SD Mean SD Mean SD Mean SD Mean SD Mean SD Mean SD 
Geographic location* 
Only children 
Urban (N= 123) 11.93 154 631 1.18 7.53 1.30 11.15 0.51 11.26 2.50 16.49 2.32 16.02 3.53 
Rural (N= 131) 11.79 1.85 612 0.46 7.42 0.92 11.29 1.73 10.86 2.01 17.25 3.58 16.12 3.72 
Children with siblings 
Urban (N=23) 11.57 0.95 6.39 1.31 7.78 2.24 11.17 0.49 11.17 1:80: 17.13 3.05 16.57 5.22 
Rural (N=80) 11.70 1.48 6.18 0.5 7.64 1.41 11.24 0.77 11.06 1.88 17.05 2.64 15.76 3.77 
Household structure” 
Only children 
Nuclear (N=142) 11:96 204 6.27 1.10 747 19 11.21 0.62 10.95 12 16.90 3.45 15.89 3.43 
Stem (N=109) 11.74 1.16 6.15 0.52 7.47 .03 11.24 1.84 11.22 7 16.87 2.51 16.25 3.89 
Children with siblings 
Nuclear (N=69) 11.78 1.57 6.23 0.62 7.67 44 1125 077 11:07 1.9 17.09 2.77 7 D83 
Stem (N=31) 11.42 0.81 6 1.09 7.71 2.04 11.10 0.47 11.13 1.8 16.94 2.73 7 462 
Primary caretaker“ 
Only children 
Parents (N=193) 11.90 1.87 6.22 0.98 7.48 1.15 11.15 0.51 11.06 2.06 16.61% 2.75 15.65 3.23 
Grandparents 
(N=56) 11.71 1.06 6.20 0.52 7.46 1.04 11.48 2.57 11.02 2.94 17.61 3.30 17.52 4.54 
Children with siblings 
Parents (N=89) 11.72 1.42 6.25 0.83 7.60 1.35 11.25 0.73 11.17 1.88 17.18 2.85 15.99 4.08 
Grandparents 
(N=14) 11.36 1.01 6.07 0.26 8.14 2.80 11.07 0.62 10.57 1.65 16.36 1.65 15.64 4.55 
Care setting® 
Only children 
Home (N=72) 11.47 0.95 6.11 043 732 0.2 11.33. 2.27 10.93 1.76 17.13% 3.45 16.10 3.52 
Nursery (N= 177) 12.02 1.91 6 LOL Ast ta 11.18 0.54 11.12 2.46 16.82 2.92 16.08 3.69 
Children with siblings 
Home (N=26) 11.62 6.08 0.39 7.50 1.03 11.04 0.45 11.04 16.04 1.11 14.50 2.40 
Nursery (N=75) 11.71 6.25 0.86 7.75 79 11:29 0.78 1107 17.39 04 16.31 4.21 
Parental preference for 
number of children! 
Only children 
One child (N=101) 12.00 2.01 6.14% 0.49 7.48 1.25 11.17 0.53 1 1.05 1.73 16.80 2.73 15.85 3.50 
Two children 
(N=141) 11.72 1.43 6.27 1.10 7.45 1.00 11.28 1.66 10.94 2.36 16.84 3.30 16.11 3.69 
Children with siblings 
One child (N=17) 11.70 1.21 6.71 1.57 7.94 1.71 11.41 0.80 11.59 2.03 17.35 3.10 16.47 5.48 
Two children 
(N=82) 11.70 1.44 6.12 0.46 7.61 1.62 11.20 0.71 11.02 1.85 16.96 2.71 15.66 3.66 
Parental preference for 
child’s sex” 
Only children 
Boy (N=20) 11.60 0.88 6.00 0.00 7.10 0.31 11.20 0.62 10.35 0.93 16.85 3.30 15.55 3.35 
Girl (N=20) 12.10 1.37 6.15 0.67 7.75 1.37 11.15 0.49 11.10 2.07 16:15 1.87 15,7: .28 
One of each (N=73) 11.82 1.80 616 0.55 7.40 0.88 11.40 2.27 10.96 2.22 17.14 4.01 22 4.00 
No preference 
(N=141) 11.88 1.79 6.28 1.09 7.52 1.25 11.14 0.50 11.20 2.44 16.86 2.56 16.12 3.38 
Children with siblings 
Boy (N=9) 11.56 1.42 689 1.05 8.22 2.33 11.22 0.44 11.44 1.42 17.67 2.74 16.78 5.49 
Girl (N=5) 11.00 0.00 7.20 2.68 8.20 1.79 11.20 0.45 10.80 1.79 17.80 5.72 16.40 5.41 
One of each (N=37) 11.81 1.58 6.03 0.16 7.57 171 11.14 0.48 11.54 232 17.19 3.27 16.68 4.75 
No preference 
(N=52) 11.65 1.28 615 0.50 7.60 1.40 11.29 0.89 10.73 1.50 16.81 1.83 15.23 3.16 





“Multivariate analysis of variance for interaction effects on all behavior problem factors (F 
*Multivariate analysis of variance for interaction effects on all behavior problem factors (F 
“Multivariate analysis of variance for interaction effects on all behavior problem factors 


Significant interaction effect on this behavior problem factor (p<0.05). 


“Multivariate analysis of variance for interaction effects on all behavior problem factors (F 
Multivariate analysis of variance for interaction effects on all 

“Significant interaction effect on this behavior problem factor ( 
“Multivariate analysis of variance for interaction effects on all 
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=0.38, df=7, 347, p=0.91). 





0.19, df=7, 341, p=0.99). 





(F=1.40, df=7, 342, p=0.20). 


= 1,35, df=7, 340, p=0.23). 


behavior problem factors (F= 1.20, df=7, 331, p=0.30). 
p<0.01). 
behavior problem factors (F= 1.44, df=21, 985, p=0.09). 
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ber of children, boys who had siblings and whose par- 
ents preferred to have only one child had significantly 
higher scores on vegetative regression than those 
whose parents preferred two children. However, boys 
who were only children and whose parents preferred 
only one child had lower vegetative regression scores 
than those whose parents preferred two children. 

Results of the MANOVAs for the girls’ factor scores 
indicated two significant interaction effects on the 
overall behavior profile (see table 4). These were the 
interaction between being or not being an only child 
and parental preference for number of children and the 
interaction between being or not being an only child 
and care setting. 

The analysis of the seven behavior problem factor 
scores separately found that the interaction between 
being or not being an only child and preference for 
number of children was statistically significant for 
moody, obsessive-neurotic, and aggression. Examina- 
tion of the cell means indicated that girls who were 
only children and whose parents preferred two chil- 
dren had higher moody scores than girls in the three 
other groups (girls who were only children and whose 
parents preferred one child, girls who had siblings and 
whose parents preferred one child, and girls who had 
siblings and whose parents preferred two children). 
Furthermore, girls who had siblings and whose parents 
preferred one child had the highest scores on both ob- 
sessive-neurotic and aggression factors. This means 
that when the actual number of children did not match 
the parents’ preference, girls tended to have higher 
scores on the behavior problem subscales of moody, 
obsessive-neurotic, and aggression. 

Regarding the effect of care setting on behavior 
problem factors, table 4 shows that the interaction be- 
tween being or not being an only child and care setting 
significantly influenced temper. Girls who were only 
children and who were cared for at home had lower 
temper scores than those who were cared for at a nurs- 
ery; however, girls who had siblings and who were 
cared for at home had higher temper scores than those 
cared for at a nursery. 

Although the interaction effects on the overall be- 
havior profile (the seven behavior problem factors 
combined) of only two variables (parental preference 
for number of children and care setting) were statisti- 
cally significant as indicated by MANOVA, results of 
the univariate two-way ANOVAs conducted on the 
separate behavior problem factors revealed several in- 
teresting interaction effects (see table 4). First, the in- 
teraction effects of geographic location and being or 
not being an only child on temper and aggression were 
found to be statistically significant. Specifically, girls 
who were only children and who lived in the rural 
areas had higher temper scores than those who lived in 
the city. In contrast, girls who had siblings and who 
lived in the rural areas had lower temper scores than 
those who lived in the city. A similar pattern of differ- 
ences was observed in aggression scores. These find- 
ings can be explained by the fact that in the rural set- 
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ting, a girl who is an only child is relatively less 
welcomed by her parents because there will be no boy ` 
to carry on the farm’s labor. A girl with one other 
sibling, on the other hand, might be welcomed by her 
parents because she will be considered extra help for 
the housework. In other words, parents’ attitudes 
toward a girl will be affected by the farm environment. 
This situation does not occur in the urban setting. 

The interaction effect of household structure and be- 
ing or not being an only child on temper was also 
statistically significant among girls (see table 4). The 
analysis indicated that girls who were only children 
and who lived in nuclear families had higher temper 
scores than those who lived in stem families with 
grandparents. Girls who had siblings and who lived in 
nuclear families, however, had lower temper scores 
than those in stem families. 

The significant interaction effect of primary care- 
taker and being or not being an only child on the schiz- 
oid factor showed that girls who had siblings and who 
were cared for by grandparents had higher schizoid 
factor scores than those cared for by parents. How- 
ever, among girls who were only children, schizoid 
scores of those cared for by grandparents and those 
cared for by parents did not differ. 

In sum, these findings indicate that being an only 
child significantly influenced the overall behavioral ad- 
justment of Chinese girls but not Chinese boys. How- 
ever, the significant interaction effects suggest that the 
influence on adjustment of being an only child was 
mediated for girls by a number of child-rearing factors. 
Specifically, differences between girls who were only 
children and girls with siblings depended on the num- 
ber of children preferred by their parents, the type of 
child care they received, the structure of their house- 
holds, and the geographic location of their families. 


DISCUSSION 


This survey reveals that there is an obvious change 
in the family constellation in China today. A majority 
of couples choose their own partners. Most house- 
holds now consist of nuclear families or stem families 
rather than extended families. Consistent with the na- 
tional family planning policy, most young couples pre- 
fer to have either one child or, at most, two children. 

Our survey of behavior patterns of children who 
were or were not their parents’ only children revealed 
several findings. Overall differences in behavior pat- 
terns between only children and children with siblings 
were found among girls but not among boys. This 
finding supports the speculation that the traditional 
preference among Chinese parents for boys over girls 
still applies. Coupled with other variables, parental 
preference for the sex of their offspring affects the be- 
havior of their children when only one child per couple 
is permitted. 

It is important to note that although differences be- 
tween groups were significant statistically, these differ- 
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TABLE 4. Effect of Demographic and Child-Rearing Varlables on Behavior Problem Factor Scores of Chinese Girls Who Were or Were Not 
Their Parents’ Only Children Á 





Variable 





Immature- Obsessive- 
Somatic Schizoid Depressior Moody Temper Neurotic Aggression 





Geographic location? 
Only children 
Urban (N=135) 
Rural (N=81) 
Children with siblings 
Urban (N=22) 
Rural (N=100) 
Household structure! 
Only children 
Nuclear (N=120) 
Stem (N=95) 
Children with siblings 
Nuclear (N=72) 


Parents (N=164) 
Grandparents 
(N=47) 
Children with siblings 
Parents (N=101) 


Home (N=53) 
Nursery (N=158) 
Children with siblings 

Home (N=42) 
Nursery (N=78) 
Parental preference for 
number of children® 
Only children 
One child (N=80} 
Two children 
(N=128) 
Children with siblings 
‘One child (N=11) 
Two children 
(N= 104) 
Parental preference for 
child’s 
Only children 
Boy (N=18) 
Girl (N=16) 
One of each 
(N=61) 
No preference 
(N#121) 
Children with siblings 
Boy (N=9) > 
Girl (N=5) 
One of each 
(N=43) 
No preference 


(N=65) 


{~ 


8.58 193 7.21 0.57 13.29 0.7. 6.655 1.15 15.89 2.54 5.38? 1.46 18.524 2.93 
8.41 0.89 7.37 0.90 13.52 1.88 7.14 1.63 17.24 3.81 5.77 187 20.26 +.06 
8.45 0.82 7.27 0.65 13.18 0.60 7.00 134 15.00- 2.05 609 1.64 22.27 §&.64 
8.45 1.17 7.31 148 13.15 O4¢ 6512 122 1640 3.30 5.25 1.60 19.76 4.90 


8.39 0.92 7.17 0.38 13.28 0.57 6.83 1.20 17.61 3.11 5.78 117 2006 4.45 
8.38 0.72 7.50 0.89 13.31 102 681 122 1669 2.41 5.19 122 19.25 351 


8.54 1.03 7.40 0.99 13.67 2.66 7.26 1.90 17.79 3.97 5.95 2.29 20.25 4.32 
8.48 163 7.26 0.71 13.36 0.76 6.83 1.29 1662 3.30 5.51 1.57 19.18 328 


8.56 0.88 7.00 0.00 13.44 O8€ 7.11 2.32 17.00 283 456 113 20.22 4.82 
840 0.89 7.60 0.89 1340 O52 620 045 15.40 ' 1.52 680 1.79 18.20 2.16 


8.70 132 7.49 2.16 1314 0.35 656 118 1649 416 5.53 156 2144 7.48 
8.32 111 7.20 0.64 13.11 04C 654 1.19 1615 2.61 5.29 1.71 19,88 4.59 


“Multivariate analysis of variance for interaction effects on all behavior problem factors (F=1.65, df=7, 328, p=0.12). 
Significant interaction effect on this behavior problem factor (p<0.05). 

*Multivatiate analysis of variance for interaction effects on all behavior problem factors (F=1.53, df=7, 324, p=0.16). 
dsignificant interaction effect on this behavior problem factor (p<0.01). 

“Multivariate analysis of variance for interaction effects on all behavior problem factors (F=1.38, df=7, 320, p=0.21). 
Multivariate analysis of variance for interaction effects on all behavior problem factors (F=2.00, df=7, 321, p=0.05). 
®Multivariate analysis of variance for interaction effects on all behavior problem factors (F=2.12, df=7, 313, p=0.04). 
}Multivariate analysis of variance for interaction effects on all behavior problem factors (F=0.90, df=21, 931, p=0.59). 
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ences were very small. Furthermore, although clinical 
norms for the Child Behavior Checklist do not yet exist 
for Chinese children, examination of norms for chil- 
dren in the United States (15) suggested that, on the 
average, scores in our Chinese samples were not clin- 
ically significant. Thus, the results of this study do not 
support speculations that the one-child-per-couple pol- 
icy in China may result in problematic behavior among 
only children. 

How might we account for the result revealed in the 
present investigation that there were no wide differ- 
ences in behavior problems between only children and 
children with siblings? First, it must be borne in mind 
that—as a result of China’s family planning policy— 
children with siblings in our surveyed sample usually 
had only one sibling each. Thus, theoretically, half of 
these children were their parents’ first and shared 
many of the characteristic developmental experiences 
of an only child, at least until a sibling was born. In 
addition, subsequent children were not “lost” in a 
large family but were one of only two children. This 
situation may explain why the characteristic differ- 
ences between the only child and the child with mul- 
tiple siblings described in earlier studies were not 
found in this sample. 

Second, in China both partners in many couples 
(more than 90%) work; thus, the majority of children 
(71% in our sample) attend a nursery program while 
they are very young. This early experience provides an 
only child the opportunity to be with other people as 
well as to socialize with his or her peers. The nursery 
environment has the potential of minimizing the social 
isolation that may be experienced by a child who is 
raised alone. 

Finally, it is also possible that the one-child-per- 
couple policy has been implemented in China long 
enough for it to have become a part of life and social 
norms. In the present social system most people can 
expect to be supported by the state after retirement. 
Therefore, traditional reliance on children to care for 
their elderly parents may no longer be of primary im- 
portance. These changes may minimize parents’ ten- 
dencies to overindulge the only child or to overinvest 
themselves psychologically in the only child. 

The data collected in this survey were based on pa- 
rental perceptions of their children’s behavior. 
Whether these data reflect biased perceptions of their 
children or the actual presence of child behavior prob- 
lems needs to be investigated further. Since personality 
formation in children is developmental, it is essential 
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to examine children in different age groups and to con- 
sider how the number of children in families affects 
child development. Further, a longitudinal follow-up 
study of the children reported on here will provide 
more valuable information. Finally, it would be desir- 
able to compare the psychological development and 
behavior of only children in other societies where 
changes in family size have occurred. Such compari- 
sons may yield important information regarding the 
impact of social, political, and cultural factors on fam- 
ily planning and child development. 
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DSM-III and DSM-III-R Diagnoses of Autism 


Fred R. Volkmar, M.D., Joel Bregman, M.D., Donald J. Cohen, M.D., 
and Domenic V. Cicchetti, Ph.D. 





The authors examined the reliability, sensitivity, and 
specificity of DSM-III and DSM-III-R criteria for au- 
tism in relation to each other and to clinical diagnoses 
in 114 children and adults (52 diagnosed by clinicians’ 
best judgment as autistic and 62 as nonautistic but 
developmentally disordered). They used a standard, 
structured coding scheme to evaluate each patient. The 
reliability of specific criteria was generally high. Al- 
though DSM-III criteria were highly specific, they were 
less sensitive; the reverse was true for DSM-III-R. The 
authors conclude that the diagnostic concept of autism 
in DSM-III-R appears to have been substantially 
broadened. 

(Am J Psychiatry 1988; 145:1404—1408) 





F or many years following Kanner’s original descrip- 
tion of the syndrome of early infantile autism (1), 
considerable controversy existed regarding the validity 
of this diagnostic concept. Disagreements arose re- 
garding several issues: the relative role of psychologi- 
cal versus biological factors in pathogenesis and asso- 
ciations with other disorders and mental retardation, 
particularly in relation to possible continuities with 
adult psychotic illness—namely, schizophrenia (2). 
The presumption of continuity of autism in childhood 
and schizophrenia in adulthood was made largely on 
the basis of the severity of the disorders and some 
general similarities in behavioral impairment and long- 
term outcome. Diagnostic controversy reflected other 
developments in psychiatric nosology as well, such as 
debate about the need for broader versus more specific 
diagnostic criteria. However, as research studies began 
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to accumulate it became apparent that autism is a dis- 
tinctive and valid diagnostic category, that autism is 
often associated with other conditions and with mental 
retardation, that the bulk of available evidence sug- 
gests a role of organic factors in pathogenesis, and that 
the condition is not best conceptualized as the earliest 
manifestation of schizophrenia. Initial controver- 
sies regarding the validity of the diagnostic concept 
impeded research studies so that autism was not 
included as an official category until the publication of 
DSM-III. 

In DSM-III, infantile autism was included within a 
new class of disorder, pervasive developmental disor- 
der. Criteria for infantile autism, childhood-cnset 
pervasive developmental disorder, residual infantile 
autism, and residual childhood-onset pervasive devel- 
opmental disorder were specified. An atypical perva- 
sive developmental disorder category was also in- 
cluded for those individuals who exhibited a disorder 
resembling infantile autism or childhood-onset perva- 
sive developmental disorder without meeting full cri- 
teria. Criteria for autism based on Kanner’s original 
description (1) as subsequently modified by Rutter (3) 
were proposed. To be assigned a diagnosis of infantile 
autism an individual had to exhibit an early-onset (30 
months old or younger) disturbance characterized by a 
pervasive lack of social relationships coupled with def- 
icits in language and/or communication and an ab- 
sence of delusions and hallucinations as in schizophre- 
nia. Subsequent to its appearance the advantages and 
disadvantages of this approach became apparent. 

The official recognition of the diagnostic concept 
and the use of explicit diagnostic criteria (4) were sub- 
stantial advances. Disadvantages included an overem- 
phasis on the “infantile” aspect of autism, i.e., the cri- 
teria were most appropriately applied to younger and 
more impaired individuals (5, 6). The age at onset cri- 
terion proved problematic because a few children de- 
veloped a syndrome otherwise similar to autism after 
30 months of age (7). The rationale for including other 
disorders (e.g., childhood-onset pervasive developmen- 
tal disorder or atypical pervasive developmental disor- 
der) in the pervasive developmental disorder class was 
questionable (5). Studies that evaluated the DSM-III 
criteria and diagnostic categories had just begun to 
appear at the time its revision, DSM-III-R, was under- 
taken, These studies suggested both the usefulness and 
limitations of DSM-III, The process of revision for 


Am J Psychiatry 145:11, November 1988 


DSM-III-R produced major changes in the definition 
of the autistic syndrome. 

DSM-III-R retained the term “pervasive develop- 
mental disorder” for the general class to which autistic 
disorder was assigned. The term “infantile autism” 
was dropped in tacit recognition of the fact that most 
autistic individuals continue to exhibit the disorder af- 
ter early childhood and in recognition of the need for 
a more developmental orientation to the diagnosis. 
The previous diagnostic concepts of childhood-onset 
pervasive developmental disorder, atypical pervasive 
developmental disorder, residual infantile autism, and 
residual childhood-onset pervasive developmental dis- 
order were dropped. For autistic disorder an attempt 
was made to include a series of criteria with a devel- 
opmental orientation so that the entire spectrum of 
dysfunction (over both chronological age and develop- 
mental level) would be encompassed. To be given a 
diagnosis of autistic disorder in DSM-III-R an individ- 
ual must exhibit at least eight of 16 criteria. There are 
minimum numbers of criteria in each of three over- 
arching categories related to social and communicative 
and/or symbolic dysfunction and a restricted range of 
activities or interests. l 

In this paper we will report the results of a compar- 
ison of DSM-III and DSM-III-R criteria in relation to 
each other and to clinicians’ diagnoses in a large group 
of autistic or nonautistic but developmentally disor- 
dered individuals. 


METHOD 


The sample was composed of 114 children and 
adults, 52 with a history of autism and 62 without 
such a history but with developmental disorders. Pa- 
tients were selected from two sources: consecutive pa- 
tients seen in a university research clinic for individuals 
with developmental disabilities (N=89) and from a 
university-affiliated school for individuals with severe 
developmental disorders (N=25). Of the 52 individu- 
als with histories of autism, 10 would be diagnosed as 
having residual autism in the DSM-III sense: they once 
met DSM-III criteria for infantile autism but no longer 
did so. The primary clinicians’ diagnoses for the 62 
nonautistic patients included atypical pervasive devel- 
opmental disorder and/or atypical personality develop- 
ment (21 patients), mental retardation (14 patients), 
language disorder (23 patients), schizophrenia (two 
patients), and attention deficit disorder (two patients). 

One or more of the raters had evaluated each patient 
within the 2 years before the study. The comprehensive 
clinical evaluations available included detailed infor- 
mation regarding psychiatric, developmental, and 
medical history as well as the results of standard as- 
sessments of intelligence, adaptive functioning, and 
communication and the results of specialized assess- 
ment instruments developed for the diagnosis and as- 
sessment of autistic individuals. Clinicians’ diagnoses 
of autism or other developmental disorder had been 
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assigned at the time of evaluation on the basis of all 
available information and the best judgment of exam- 
iners and were used to assign patients to either the 
autistic or the nonautistic group. It should be empha- 
sized that clinicians’ diagnoses of autism were based 
on the best judgment of clinicians rather than on spe- 
cific diagnostic schemes or criteria, i.e., independently 
from DSM-III or DSM-III-R. This procedure for best- 
estimate diagnosis reflects the reality that no specific 
marker for autism has yet been identified and is similar 
to that adopted in the DSM-III-R field trials. The use 
of clinicians’ diagnoses as a point of reference does not 
imply that such diagnoses are ideal. Rather, this ap- 
proach suggests that such diagnoses, made by experi- 
enced clinicians, offer a reasonable point of compari- 
son for the evaluation of mere specific diagnostic 
schemes, which, in turn, present other potential risks 
and benefits. 

Three child psychiatrists with extensive experience 
in the diagnosis and assessment of autism reviewed the 
cases independently. For 46 (49.4%) of the patients, 
raters independently reviewed the cases for calculation 
of reliability statistics. A structured coding scheme was 
used for the chart review of clinical data for each pa- 
tient; this scheme included specific criteria from the 
DSM-III criteria for infantile autism and childhood- 
onset pervasive developmental disorder and from the 
DSM-HI-R criteria for autistic disorder. The coding 
scheme also included an additional 16 items adapted 
from the draft ICD-10 description of childhood au- 
tism; although ICD-10 has not yet adopted an explicit 
diagnostic criteria approach, these items were rated to 
provide a summary score that could be used as a fur- 
ther index of diagnostic validity. 

Using this scheme, the clinician reviewer fhidieatéd if 
a specific criterion was present or absent or if insuffi- . 
cient information was available to make a determina- 
tion. Data were computer coded and scored for the 
specific disorders of interest by using DSM-III or 
DSM-III-R diagnostic systems. 


RESULTS 


Comparison of Clinically Diagnosed Autistic and 
Nonautistic Patients 


Given the nature of the sample (there were more 
older individuals in the autistic group) as well as the 
greater severity of disorder for the autistic patients, 
differences between the two groups were expected and 
observed. The clinician-diagnosed autistic group (38 
males and 14 females) ranged in age from 2.5 to 31.0 
years with a mean+SD age of 14.7+7.3 years; the 
nonautistic group (42 males and 20 females) ranged in 
age from 1.6 to 24.0 years with a mean age of 9,846.1 
years. The difference in age was statistically significant 
(t=3.85, df=112, p<0.001). 

A majority of individuals in both clinical diagnostic 
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groups functioned in the mentally retarded range as 
determined by their performance on a variety of stand- 
ard psychometric tests and assessment of adaptive be- 
havior. The mean IQ of the clinician-diagnosed autistic 
group was 44.6+24.3 and ranged from 12 to 105. 
Patients who were diagnosed as having residual autism 
according to DSM-III had higher 1Q scores (mean= 
74.8429.1). The mean IQ of the clinician-diagnosed 
nonautistic individuals was 56.4+26.6 and ranged 
from 7 to 116. The difference between the autistic and 
nonautistic groups in IQ was also statistically signifi- 
cant (t=2.44, df=112, p<0.02). 

Age at onset of the disorder was defined as the ear- 
liest age at which the child’s parents were first seriously 
concerned about the child’s development. For the cli- 
nician-diagnosed autistic patients the mean age at on- 
set was 15.6+7.4 months; for the nonautistic it was 
22.3413.6 months (t=3.24, df=112, p<0.01). The 
sum scores derived from the 16 items abstracted from 
ICD-10 also significantly differed between groups. Of 
the total of 16 possible ICD-10 symptoms, the clini- 
cian-diagnosed autistic group exhibited a mean of 
11.042.7) but the clinician-diagnosed nonautistic 
group exhibited a mean 4.8+3.3 (t=11.0, df=112, 
p<0.001). Twenty-three (44%) of the clinician-diag- 
nosed autistic patients were entirely or largely mute, 
compared with 20 (32%) of the nonautistic patients. 
Thus, the two groups differed, as expected, in ways 
that reflected the nature and severity of autism. In ad- 
dition, characteristics of the clinician-diagnosed autis- 
tic group such as IQ, sex distribution, number mute, 
and age at onset suggested that this group was a rea- 
sonably representative sample of autistic individuals 
(8). 


Reliability of Diagnostic Criteria 


Kappa-related statistics, which correct for chance 
levels of interobserver agreement (9), were calculated 
for individual DSM-III and DSM-III-R diagnostic cri- 
teria. Of the 16 DSM-III-R criteria for autistic disor- 
der, levels of interobserver agreement for 12 criteria 
were excellent (kappa=0.75), two were good (kappa 
between 0.60 and 0.74), and two were fair (kappa 
between 0.40 and 0.59) according to the criteria of 
Cicchetti and Sparrow (10). Similarly, the raters’ levels 
of agreement for DSM-III criteria for infantile autism 
and childhood-onset pervasive developmental disorder 
were, with one exception, in the excellent range. When 
the criteria were used to operationally define the dis- 
orders, similarly high levels of interrater agreement 
were observed. Thus, the three raters appeared to use 
the criteria consistently and reliably. 


Sensitivity and Specificity 
DSM-III and DSM-III-R diagnoses were derived 
in accordance with the DSM-III or DSM-III-R system 


and compared with clinicians’ diagnoses and other 
variables. 
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TABLE 1. Comparisons of DSM-III and DSM-III-R Diagnoses of 
Autism With Clinicians’ Diagnoses of Autism in 114 Patients 








Comparison With DSM-H1 DSM-IH-R 
Clinicians’ Diagnoses Diagnoses Diagnoses 
80.8 90.4 
} 93.6 64.5 
False positive rate (%) 6.5 35.5 
False negative rate (%) 19.2 9.6 
Positive predictive 
value (%) 91.3 68.1 
Negative predictive 
value (%) 85.3 88.9 





DSM-IH. Of the 52 clinician-diagnosed autistic pa- 
tients 42 were assigned a “lifetime” DSM-III diagnosis 
of either infantile autism (40 patients) or childhood- 
onset pervasive developmental disorder (two patients); 
only four of the 62 clinician-diagnosed nonautistic pa- 
tients were assigned either of these diagnoses (one pa- 
tient with infantile autism and three with childhood- 
onset pervasive developmental disorder). Ten patients 
were noted to have residual autism (i.e., they once met 
DSM-III criteria for autism but no longer did so), The 
sensitivity, specificity, and other comparisons of DSM- 
HI to clinicians’ diagnoses are presented in table 1. 

A McNemar test for the significance of changes (11) 
comparing DSM-HJ to clinicians’ diagnoses did not 
achieve statistical significance (y?=1.79, df=1); ie. 
diagnoses assigned by DSM-III did not significantly 
differ from clinicians’ diagnoses. Patients who were 
clinician-diagnosed as autistic but who were not so 
diagnosed by DSM-III typically exhibited some evi- 
dence of more elaborated social relatedness than that 
allowed by the “pervasive” lack of social responsive- 
ness criterion of DSM-III, Relaxation of this criterion 
would have reduced the DSM-III false negative rate 
compared with that of clinicians’ diagnoses. 

DSM-III-R, Of the 52 clinician-diagnosed autistic 
patients, 47 were assigned a DSM-III-R diagnosis of 
autistic disorder; however, 22 of the 62 clinician-diag- 
nosed nonautistic patients also received this diagnosis. 
Comparisons of DSM-III-R diagnoses with clinicians’ 
diagnoses are presented in table 1. The McNemar test 
for the significance of change comparing DSM-III-R 
diagnoses with clinicians’ diagnoses was statistically 
significant (x*=9.48, df=1, p<0.001); i.e., DSM-III-R 
significantly overdiagnosed autistic patients relative to 
best clinicians’ judgments. 

Of the 10 individuals diagnosed as having residual 
autism by DSM-III, all but two were assigned a diag- 
nosis of autistic disorder according to DSM-III-R. 
Twenty-six patients met DSM-III-R criteria for autis- 
tic disorder but not DSM-III criteria for either infantile 
autism or childhood-onset pervasive developmental 
disorder; only three patients met DSM-III criteria for 
either infantile autism or childhood-onset pervasive 
developmental disorder and not DSM-III-R criteria for 
autistic disorder. In the clinician-diagnosed nonautistic 
group, 14 (66.7%) of the 21 patients with atypical 
pervasive developmental disorder and/or atypical per- 
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TABLE 2. Characteristics of 114 Patients and Agreement Among DSM-II/*, DSM-III-R, and Clinicians’ Diagnoses of Autism 








b 
Agreement Among Age (years) 
Systems Mean SD Mean 
Autism diagnosed in 

three systems 

(N=39) 14.7 6.9 39.3 
Autism diagnosed in 

two systems 

(N15) 13.8 8.1 54.1 
Autism diagnosed in 

one system (N=20) 10.4 7.4 58.6 
Autism not diagnosed 

in three systems 

(N=40) 10.1 6.2 57.7 





Age at Onset ” Sum Score of 
1Q° (months)® ICD-10 Items® 
SD Mean SD Mean SD 
19.8 16.4 7.5 11.6 2.1 
28.4 17.3 13.2 9.0, 2.9 
"31.8 17.5 11.2 7.4 2.8 
24.5 23.6 13.5 3.3 2.7 





The DSM-III category includes infantile autism, childhood-onset pervasive developmental disorder, and residual autism. 


bp=3,.65, df=3,110, ps0.02, 
“p=4.45, df=3, 110, p=0.01. 
4P=2,90, df=3, 110, ps0.05. 


“Derived from the presence or absence of 16 specific features of childhood autism (range=0—16); F=68.67, df=3, 110, p=s0.001. 


sonality development, four (28.6%) of the 14 patients 
with mental retardation (not autistic by clinicians’ di- 
agnoses), and five (21.7%) of the 23 patients with lan- 
guage disorder met DSM-III-R criteria for autistic dis- 
order. A McNemar test for significance of changes 
between DSM-III and DSM-III-R was statistically sig- 
nificant (x7=12.90, df=1, p<0.001); the kappa value 
of 0.51 indicated only fair agreement between the two 
systems. These statistics reflect the differences in the 
two diagnostic schemes. 

To better understand differences in the diagnostic 
categorization, a series of analyses were undertaken. In 
39 patients there was uniform agreement among clini- 
cians’, DSM-III, and DSM-III-R diagnoses, indicating 
the presence of autism or infantile autism or child- 
hood-onset pervasive developmental disorder or autis- 
tic disorder. Similarly, in 40 patients all three systems 
agreed that the disorder was not present. In 15 patients 
two of the three systems agreed on the presence of 
autistic disorder: in three cases there was agreement 
between clinicians’ diagnoses and DSM-III, in eight 
there was agreement between clinicians’ diagnoses and 
DSM-III-R, and in four there was agreement between 
DSM-III and DSM-III-R. In the remaining 20 patients 
only one of the three diagnostic schemes suggested that 
the disorder was present (for two patients only clini- 
cians’ diagnoses suggested autism and for 18 only 
DSM-III-R suggested autistic disorder). When patients 
were assigned to one of four groups on the basis of the 
agreement between diagnostic schemes, significant dif- 
ferences between the groups in age, age at onset of the 
disorder, IQ, and ICD-10 sum score were observed 
(see table 2). 

Patients who were uniformly diagnosed as autistic 
were somewhat older and had an earlier age at onset of 
the disorder, lower IQ, and higher ICD-10 symptom 
sum scores; the reverse was true for patients who were 
uniformly diagnosed as not autistic. Of greater interest 
were specific comparisons between characteristics of 
the 39 patients who were uniformly diagnosed as au- 
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tistic (i.e., by clinicians’, DSM-III, and DSM-III-R di- 
agnoses) and the 18 patients for whom only the DSM- 
HI-R system indicated. the presence of autistic 
disorder. Compared with the 39 patients who were 
uniformly diagnosed as autistic, those diagnosed as au- 
tistic only by DSM-III-R were significantly younger 
(t=3.04, df=55, p<0.01), had a higher IQ (t=2.42, 
df=55, p<0.02), and had significantly lower ICD-10 
symptom summary scores (t=5.97, df=55, p<0.001). 
This series of analyses suggested that the DSM-III-R 
diagnostic concept was significantly broader than the 
clinicians’, DSM-HI, or ICD-10 diagnostic concept. 


DISCUSSION 


The strengths and weaknesses of the study should be 
noted. Its strengths include 1) the use of a large series 
of patients who were well characterized clinically, 2) 
the availability of detailed psychometric, adaptive, ed- 
ucational, and clinical data, 3) the initial clinicians and 
reviewers were experienced in the diagnosis and assess- 
ment of autistic individuals, and 4) final raters exhib- 
ited generally high levels of agreement on specific cri- 
teria (agreement would presumably be less robust for 
less experienced clinicians). The weaknesses of the 
study include 1) the difference in age and overall se- 
verity of disorder between the groups (the clinician- 
diagnosed autistic group, although a reasonably rep- 
resentative sample of the autistic population according 
to epidemiological studies, was older and more intel- 
lectually impaired than the nonautistic group) and 2) 
the current lack of any known absolute standard 
against which to compare the diagnostic approaches. 

As has been found in previous reports (6), DSM-III 
criteria proved overly stringent in relation to clinicians’ 
diagnoses, although few false negative cases were ob- 
served. However, DSM-III-R criteria appeared to have 
considerably broadened the diagnostic concept, result- 
ing in a relatively high rate of false positives. Confi- 
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dence in this observation is strengthened by its occur- 
rence in relation to clinicians’ diagnoses, DSM-III 
diagnoses, and [CD-10 symptom summary scores. Un- 
like DSM-III, DSM-III-R would diagnose many indi- 
viduals as autistic who had not previously received this 
diagnosis. Diagnostic “errors” were observed in rela- 
tion to a variety of other disorders in the clinician- 
diagnosed nonautistic group. These instances were not 
simply confined to the patients with atypical pervasive 
developmental disorder. This observation presents an 
important issue for clinical and research studies. 

In the 1950s and 1960s considerable confusion was 
introduced by the overly broad concept of childhood 
schizophrenia. Because the concept was not clearly de- 
fined and was broadly used it became difficult to com- 
municate clinically or in relation to clinical research. 
The availability of criteria for autism in DSM-III was 
a major advantage for clinical researchers. These cri- 
teria were accepted internationally and in many dif- 
ferent contexts in the United States, e.g., in federal 
legislation, in court proceedings, and in clinical and 
research contexts. The innovations in DSM-III-R have 
some merit. DSM-III-R criteria embody a develop- 
mental approach to diagnosis and recognize the heter- 
ogeneity of the disorder while reflecting a somewhat 
broader conceptualization of autism (12). This ap- 
proach differs from that used in DSM-III, which 
tended to emphasize a narrower and more specific di- 
agnostic concept (3). The tension between these two 
views is similar to that which has existed for other 
conditions such as schizophrenia. 

These alternative views may have rather different 
implications, depending on the purpose for which the 
diagnosis is used. For purposes of social policy a 
broadened definition may increase the number of in- 
dividuals eligible for mandated services. For research 
the broader view of the diagnostic concept may have 
other implications—additional heterogeneity may ob- 
scure associations or mechanisms. For example, in ge- 
netic studies false positives may have a far greater 
deleterious impact on linkage analysis than false neg- 
atives. Thus, in clinical and biological research on 
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autism it may be preferable to maintain the DSM-II] 
criteria or to specify whether an individual satisfies 
both DSM-III and DSM-III-R criteria. Changes in the 
diagnostic concepts may complicate the interpretation 
of future and past research studies. Moreover, differing 
concepts of the disorder, as in DSM-III and DSM-III- 
R, emphasize the critical importance of specifying be- 
havioral features and providing results of valid and 
reliable assessments of developmental functioning in 
research studies (5). 
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Commentary 


Developing Minimal National Standards for Clinical 
Experience in Psychiatric Training 


Joel Yager, M.D., Jonathan F. Borus, M.D., Carolyn B. Robinowitz, M.D., 
and James H. Shore, M.D. 





There are no minimum standards for the clinical 
training of psychiatrists with regard to the type and 
number of patients evaluated or treated. Interest in 
establishing such standards derives from a need for 
greater accountability, a high fail rate on the clinical 
portion of the American Board of Psychiatry and Neu- 
rology examinations, and an increasing demand for 
precise documentation of competence in specific areas 
by hospital privileging committees. Although consid- 
erable disagreement exists as to what the overall re- 
quirements should be, some minimum requirements 
can be agreed on. The authors discuss concerns about 
minimal standards and make suggestions for further 
development of standards. 

(Am J Psychiatry 1988; 145:1409-1413) 





O ver the past several years psychiatric educators 
and administrators have expressed the need for 
greater precision in specifying the content of psychiat- 
ric residency training. This need derives from several 
sources: a general sense that the accountability of the 
profession should improve, the poor performance of 
many candidates on Board examinations, and concern 
with increasing demands for specific competence ap- 
praisals by hospital privileging committees. Psy- 
chiatry’s need to increase its accountability is linked to 
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the conviction that its quality and image must be im- 
proved, both within the medical profession and with 
the public at large (1). As the consumer demand for 
greater public accountability increases, improved pre- 
cision in standards of training will serve psychiatry 
well (2). 

The inconsistent performance of large numbers of 
candidates who take the Part II oral examinations of 
the American Board of Psychiatry and Neurology 
(ABPN) has concerned many examiners. Although an 
oral patient interview examination is generally felt to 
be an essential examination for competence in psychi- 
atry, the inconsistent performance of many candidates 
causes concern about the training experiences these 
candidates had during residency. Until the 1987 revi- 
sion of the definition of training essentials in psychia- 
try (3), there was no method to document each resi- 
dent’s clinical caseload experience during training. 

In contrast, the American Board of Thoracic Sur- 
gery, for example, requires candidates to document 
that they have performed a minimum of 150 major 
operations specified by surgical type and location (e.g., 
30 operations of the lungs and chest wall; 10 opera- 
tions of the esophagus, mediastinum, and diaphragm; 
and 20 congenital heart repair operations). This degree 
of specificity is far more detailed than anything yet 
required by the medical specialties. 

Although no national standards exist, several psy- 
chiatric residency programs have independently speci- 
fied some types of minimum requirements in clinical 
experience for their residents. For example, at McLean 
Hospital a minimum of 10 outpatient evaluations, 
eight visits in length each, is required by the training 
committee. The University of California, Los Angeles, 
has established 13 diagnostic categories indicating the 
types of patients that residents are expected to evaluate 
and treat on inpatient services. The special require- 
ments for approved psychiatric residency training pro- 
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grams recently revised by the Residency Review Com- 
mittee enumerate the types of clinical services and 
broad patient categories with which residents must 
deal and require that a record be kept of all patients 
treated by the residents. However, they contain no re- 
quirement that every resident must have a specified 
minimum number or type of patient experiences with 
respect to specific diagnoses, types of clinical prob- 
lems, or treatment modalities. 

This lack of standards for minimum clinical experi- 
ence poses a central problem. Even though residency 
programs undoubtedly provide trainees with a broad 
assortment of clinical experiences with patients repre- 
senting different diagnoses, severity and nature of clin- 
ical problems, clinical settings, and treatment ap- 
proaches, there is no guarantee that any given resident 
will have all those experiences generally agreed to 
be essential for the training of today’s psychiatrist. 
To what extent are such omissions the fault of the 
resident, the residency program, and/or the Residen- 
cy Review Committee for not specifying minimum 
standards for clinical experience in key psychiatric 
problems? 

Increasing demands for specificity regarding the clin- 
ical competence of staff physicians are now being made 
by hospital privileging committees. Psychiatric training 
directors have recently been receiving exhaustive lists 
of psychiatric diagnoses, problems, therapeutic ap- 
proaches, and procedures and asked to endorse the 
competence of their residency graduates in each area. 
These lists of specific privileges for psychiatry resemble 
similarly detailed lists required of family physicians, 
pediatricians, internists, and surgeons. In the absence 
of precise training expectations and in the absence of 
detailed logs of residents’ clinical experiences, it is vir- 
tually impossible for training directors truthfully to 
certify even that their graduates have had experience 
with all of these clinical problems and treatments, let 
alone that they are competent to deal with all of them. 

Recognizing these problems, the APA Task Force on 
the Quality of Psychiatric Residency Training (1) 
drafted a 10-point proposal to improve the quality of 
residency training. Included in this proposal were rec- 
ommendations that all residents maintain a log of all 
cases treated in order to provide a baseline of knowl- 
edge about the scope of their clinical training experi- 
ence. This recommendation, as mentioned, has already 
been incorporated into the new Residency Review 
Committee requirements for all psychiatric residencies. 


ATTEMPTS TO ACHIEVE CONSENSUS ON 
MINIMUM CLINICAL REQUIREMENTS: A PILOT 
SURVEY 


With the foregoing issues in mind, APA’s Committee 
on Graduate Education attempted to delineate what 
the members of this committee, the program directors 
of six leading residency programs, considered mini- 
mum clinical requirements for psychiatric residency 
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training. Committee members were asked to specify 
what they believed to be reasonable minimum expec- 
tations for their residents with regard to a long list of 
clinical diagnoses, age groups, clinical settings, and 
treatment modalities. Not surprisingly, there was little 
agreement among the responses. The committee mem- 
bers were then asked simply to record those clinical 
entities for which each resident should be expected to 
evaluate or treat at least one patient, but even this 
approach generated considerable disagreement. 

To pursue this further, a workshop of the American 
Association of Directors of Psychiatric Residency 
Training entitled “What Should the Minimum Clinical 
Requirements Be for Psychiatric Residency?” was held. 
In this workshop, faculty members from 23 training 
programs, representing a diverse group of more than 
10% of U.S. residencies (including university, private 
hospital, community-based, and state hospital pro- 
grams), completed a questionnaire before discussing 
the issues at hand. The programs of 22 of the 23 par- 
ticipating faculty members are listed in appendix 1. 

Respondents were asked to use a checklist of diag- 
noses, problem patterns, and modes of psychiatric in- 
tervention to specify the minimum number of patients 
that their own residents should be required to evaluate 
and treat before being considered prepared to graduate 
from their respective programs. The questionnaire 
asked respondents to specify those categories for 
which they believed a requirement such as a minimum 
of one patient encounter or treatment to be appropri- 
ate and to circle “no requirement” for those categories 
for which they believed no minimum requirement 
should be established. Respondents were told that a 
given patient could satisfy several categories concur- 
rently. For example, an adolescent patient with bipolar 
disorder who was treated with medication, supportive 
psychotherapy, and family therapy could be tallied in 
five different categories. 

We asked the respondents to indicate the number of 
patients according to the patient’s age, diagnostic 
group, and type of treatment that each resident should 
evaluate and treat. (A complete copy of the tabulated 
results is available on request from Dr. Yager.) Al- 
though these findings are quite preliminary and cannot 
form the basis for national guidelines, even at this 
point they may be of potential interest to training di- 
rectors and residents. Accordingly, they are summa- 
rized here. Due to the categories we used, the modal 
responses and the ranges are most informative. 

The results of the survey, based on the responses of 
23 faculty members, follow. 

1. Clinical settings. Most respondents indicated that 
residents should work with at least 50 inpatients 
(range, 2-150), 50-100 emergency patients (range, 
2-200), 50 consultation patients (range, 2-100), 10 
community-transcultural patients (range, 1-120), and 
20-50 outpatients (range, 2-100). 

2. Age of the patient. Most respondents would re- 
quire both evaluation and treatment of at least two to 
five children (range for evaluation, 1-15; range for 
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treatment, 1-10) and at least two to five adolescents 
(range for evaluation, 2-30; range for treatment, 
1-30). Most respondents would require the evaluation 
of 10-20 patients over the age of 65 (range, 2—50) and 
the treatment of two to five (range, 2-50). All respond- 
ents indicated that every resident should have at least 
some evaluation experience with each of these age 
groups, but three indicated that they would not require 
experience with child treatment. 

3. Evaluation of clinical problems. The respondents 
were given a list of 22 diagnostic categories and clin- 
ical problems, including all major categories of psy- 
choses; substance abuse problems; organic, affective, 
anxiety, eating, and personality disorders; and behav- 
ioral and interpersonal problems. With few excep- 
tions, most respondents indicated that each resident 
should evaluate at least two to five patients in each 
category listed (the number ranged up to 100 for cer- 
tain problems). The modal minimums were higher for 
organic mental disorders (10 patients; range, 2-100), 
schizophrenia (10 patients; range, 2—50), and patients 
at suicidal risk (20 patients; range, 2—50). One to three 
respondents would not require the evaluation of atyp- 
ical psychoses, narcissistic personality disorder, or de- 
velopmental disability. 

4. Treatment of clinical problems. For treatment 
experience with these 22 categories, most respondents 
would require two to five patients for every single 
group, with upper ranges from 10 to 50. For nine of 
these problems, however, one or two respondents 
would not require a minimum number of patients 
treated. Ten would not require treatment experience 
with patients with developmental disability, six would 
not require treatment experience with patients with 
antisocial personality disorder, and three to four each 
would not require treatment experience with patients 
who were acutely intoxicated, had a narcissistic per- 
sonality disorder, or had a childhood disorder. 

5. Treatment methods. The respondents were given 
a list of nine psychological therapies and treatment 
durations. Most respondents indicated that residents 
should be required to use each of seven types of such 
treatments a minimum of two to five times each. These 
treatments were supportive psychotherapy, brief psy- 
chodynamic psychotherapy (for up to 3 months), long- 
term once-a-week psychotherapy (for at least 9 
months), long-term two-or-three-times-a-week psy- 
chotherapy (for at least 9 months), family evaluations, 
family or couples therapy (for at least 2 months), and 
behavior therapy. Most respondents indicated that res- 
idents should be required to conduct one group psy- 
chotherapy for at least 9 months and that hypnosis 
should not be required. Five would not require behav- 
ior therapy, four would not require group psychother- 
apy, two would not require long-term two-or-three- 
times-a-week psychotherapy, and one would not 
require family or couples therapy. 

The respondents were also given a list of six catego- 
ries of psychiatric medication and treatment durations. 
Again, most respondents recommended that residents 
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be required to treat at least two to five patients with 
each of the six types of psychiatric medication for 3—6 
months. Four respondents would not require experi- 
ence with anticonvulsants for psychiatric indications 
and one would not require experience with mono- 
amine oxidase inhibitors. 

In response to a question on ECT, most respondents 
suggested that residents be required to treat a mini- 
mum of two to five patients with ECT; three would not 
require any minimum requirements for this modality. 


CONCERNS WITH THIS APPROACH 


In discussions in both the Committee on Graduate 
Education and the American Association of Directors 
of Psychiatric Residency Training workshop, concerns 
were voiced about the wisdom of specifying even such 
minimal required standards for clinical training. Here 
we list some of these concerns and our thoughts about 
them. 

1. Quantity is not quality. Just as specifying the 
number of surgical procedures conducted does not 
necessarily mean that the patients survived the proce- 
dure, simply specifying the number of patients with 
schizophrenia, mania, or borderline personality disor- 
der treated does not indicate how treatment was con- 
ducted, the quality of the treatment, or its outcome. 

Although this is a valid concern, specifying the min- 
imum numbers of patients to be seen in no way pre- 
cludes concurrent attention to the quality of the treat- 
ment. The need to attend to the resident’s integrative 
capacities to diagnose, formulate case reports, and 
provide appropriate treatments is obvious. To assure 
some quality control during training, residents might 
be required to provide authenticated case records for 
an agreed-on minimum number of diagnostic and clin- 
ical problems and treatment types. These records 
would be countersigned by the case supervisors and 
program directors before the resident could graduate 
from residency or be eligible for ABPN examination. It 
has also been suggested that a minimum number of 
supervisory hours be specified and certified for some 
types of diagnostic and clinical problems and treat- 
ment types. (Verification of a specified number of su- 
pervised clinical hours is currently one requirement for 
application to the California state licensing examina- 
tion for psychologists.) 

Parenthetically, some of the respondents involved in 
the pilot survey designated relatively large mimumim 
numbers of patients seen as minimal clinical require- 
ments. However, it is unclear to us how those patients 
could all be treated with any degree of quality during 
a residency. Even the numerically conservative modal 
responses may define overambitious training goals— 
within current constraints it is impossible to do it all. 

2. The specified minimum may become the average 
expected caseload for training. If a minimum required 
caseload by diagnosis and treatment method were de- 
tailed, what would prevent family physicians, psychol- 
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ogists, and other health professionals from obtaining 
these experiences and setting themselves up as equiv- 
alent in training to psychiatrists? Only half facetiously, 
one psychiatric educator imagined entrepreneurial 
trainers setting up “fast-track” residency programs on 
Caribbean islands, providing residents with the neces- 
sary minimum experiences and sending them off to 
take the ABPN examinations. 

The safeguard is clear. As in other specialties, min- 
imum experiences for given diagnoses would not suf- 
fice on their own because it is understood that they 
constitute only part of a comprehensive, well-rounded 
residency program which requires a specified length of 
training and which might also require a specified min- 
imum total number of patients to be treated. In fact, 
however, the cost effectiveness of different models of 
psychiatric training, including the amount of patient 
experience necessary to achieve acceptable levels of 
competence, remains unstudied. 

Conceivably, the amount of time necessary for res- 
idents competently to participate in all the clinical ex- 
periences ultimately judged to be minimally required 
and additionally desirable may be more than the 3 or 
4 years currently allotted. In that case, in spite of pres- 
sures to economize, educators may have to consider 
ways to increase the period of training to accommo- 
date this need. 

3. Specifying clinical experiences might increase the 
tension between service demands and educational 
needs. After working with the minimum required num- 
ber of a certain type of patient, might residents feel 
disinclined to see any more of that type? From an ed- 
ucational perspective, no one has yet determined the 
optimum number of patients with a given problem to 
be treated after which seeing additional patients with 
that problem yields diminishing returns. Although ev- 
ery patient is incontestably unique and additional pro- 
fessional growth and development accompany greater 
clinical experience, by the time one sees the 50th pa- 
tient in a given category a certain redundancy is likely. 

In a general psychiatric residency, the educational 
value of seeing new types of patients may well out- 
weigh the educational value of seeing the 51st patient 
of a type with which one has already had extensive 
experience. At the same time, residents appreciate that 
their skills will grow with increasing experience and 
that the stipends they receive are in part compensation 
for the services they provide. 

4. Monitoring the satisfactory completion of min- 
imum requirements could become administratively 
burdensome. 

Monitoring such requirements will inevitably make 
more work for someone. However, these burdens can 
be eased in several ways. First, if residents clearly un- 
derstood that their graduation from residency, spe- 
cialty certification, and gaining hospital privileges de- 
pended on their being able to document having 
satisfied these requirements, their motivation to assure 
the completion and accuracy of their own documenta- 
tion would be considerable. Second, preprinted case 
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log books to help residents record their clinical expe- 
riences in compliance with the new Residency Review 
Committee requirements are currently being field- 
tested by six residency programs. At least one pharma- 
ceutical company has offered to provide such log 
books to all residents in the near future, as is already 
done for surgeons. Another system initiated by the De- 
partment of Psychiatry at Baylor College of Medicine 
is currently being used by about 10 residency pro- 
grams. Third, Sandra Lipschultz, an administrative an- 
alyst at the University of California, Los Angeles, res- 
idency program, has suggested a ‘tcoupon-book”’ 
method for monitoring the residents’ experiences. At 
the start of training, residents would be given a book 
containing one coupon for each specified clinical re- 
quirement. As each type of case was seen, supervised, 
and treated, the resident and supervisor would sign off 
on the appropriate coupon and submit it to the training 
office. Minimum specific requirements would be met 
once all the coupons were submitted. Optical scanning of 
preprinted forms may also reduce the burden. 

5. National standards for minimum clinical require- 
ments might compromise the unique character of dif- 
ferent psychiatric residency programs. 

Such requirements would bring about a modicum of 
uniformity but, if clearly maintained as minimum re- 
quirements, would in no way inhibit the rich variations 
currently found among residency programs. Further- 
more, as seen from the pilot data, even the most di- 
verse programs can generally agree on at least some 
specific minimum clinical requirements. 


FUTURE APPROACHES 


To facilitate the development of national minimum 
requirements for clinical experience for training and 
certification, several additional steps need to be taken. 
First, a nationwide survey of residency training pro- 
grams to identify the already established clinical re- 
quirements and methods for monitoring them may 
yield existing models with broader appeal. 

Second, although a set of minimum agreed-on clin- 
ical requirements could be derived from this pilot sur- 
vey, responses from a larger group of psychiatric edu- 
cators would most likely yield further areas of 
agreement or disagreement. A national survey, based 
on the pilot questionnaire, of training directors, the 
Residency Review Committee, members of ABPN, de- 
partment chairmen, and recent graduates could better 
assess potential areas of consensus on minimum clini- 
cal requirements for all residents. Care will be required 
to dampen the tendency of respondents to be overin- 
clusive or overexpansive so that the guidelines for min- 
imal requirements will realistically relate to the 
amount of time available for training. Providing such 
lists of clinical expectations to residents and training 
directors could help them work collaboratively to cor- 
rect individual and programmatic deficiencies so that 
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residents have a proper training case mix during their 
residencies. 

Mandatory implementation of minimum clinical re- 
quirements may occur in two ways. The Residency 
Review Committee might require each accredited pro- 
gram to establish its own set of minimal clinical re- 
quirements and to monitor compliance with them, 
demonstrating to Residency Review Committee site 
visitors that they are in place. The ABPN might also 
require programs to have such mechanisms before al- 
lowing their new graduates to enter the Board certify- 
ing process. Conversely, the ABPN could require, as do 
the surgical specialties, that potential candidates sub- 
mit verified lists of treated patients and representative 
case summaries. Such developments would constitute 
major steps toward assuring that all psychiatrists in 
training have a broad clinical learning experience, that 
candidates for certification in psychiatry have met min- 
imum clinical requirements and standards before sit- 
ting for the examinations, and that the certifying pro- 
cess contributes further to high standards of 
professional accountability in our field. 
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APPENDIX 1. Programs of the Faculty Who Participated in the Work- 
shop on Minimum Clinical Requirements for Psychiatric Residen- 
cies 


The faculty participating in the pilot project came from the 
following programs (one respondent did not mdicate the 
program’s name). 

Baylor College of Medicine, Houston 

Case Western Reserve University School of Medicine Pro- 

gram B, Cleveland 

Columbia University College of Physicians and Surgeons, 

New York 
Henry Ford Hospital, Detroit 
Institute of Living, Hartford, Conn. 
Letterman Army Medical Center, San Francisco 
Long Island Jewish-Hillside Medical Center, New York 
Mayo Clinic, Rochester, Minn. 
McLean Hospital, Belmont, Mass. 
Medical College of Georgia School of Medicine, Augusta 
Napa State Hospital, Napa, Calif. 
New York University School of Medicine, New York 
Northeastern Ohio Universities College of Medicine, 
Rootstown 

St. Luke’s Medical Center, New York 

College of Medicine, Upstate Medical Center at Syracuse, 
State University of New York, Syracuse 

University of Colorado School of Medicine, Denver 

New Jersey Medical School, University of Medicine and 
Dentistry of New Jersey, Newark 

University of California, Los Angeles, School of Medicine 

University of Missouri—Kansas City School of Medicine, 
Kansas City 

University of Pennsylvania School of Medicine, Philadel- 

phia 

University of South Florida College of Medicine, Tampa 

University of Tennessee College of Medicine, Memphis 
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Editorial 





Changing Diagnostic Criteria 


I n this issue, Fenton et al. compare DSM-III and DSM-III-R criteria for schizo- 
phrenia, advising against changing diagnostic criteria too often. This caution 
raises a number of issues regarding the precess for deciding on alterations in diag- 
nostic criteria. 

One of the first issues concerns the burden of proof: Does it lie with those advo- 
cating change or with those advocating the status quo? While one’s initial, intuitive 
reaction might be that the burden of proof rests with those recommending change, 
many readers have experienced situations in which the need for change took prece- 
dence over the specific nature of the changes to be effected. From the perspective 
afforded by a more dimensional model, the :ssue might be stated in terms of locating 
a middle ground between unwarranted flux and undesirable stasis. 

A closely related issue is that of the standard of proof. The legal affairs update 
columns appearing in professional newslet-ers have made us at least passingly fa- 
miliar with the notions that the standard involving proof beyond a reasonable doubt 
is most often associated with criminal matters, the standard of clear and convincing 
evidence is most often linked with regulatory issues, and the standard of the pre- 
ponderance of the evidence is most often related to civil suits. The appropriate 
standard of proof with respect to altering diagnostic criteria is not immediately 
evident. 

Resolution of issues involving burden and standard of proof would leave the field 
clear for addressing the problem of a methodology for the systematic evaluation of 
evidence. In deciding about a variety of matters, including changing diagnostic 
criteria, one faces a mass of evidence, characterized by elements potentially having 
different degrees of relevance to the question at hand and forming sets, each of which 
might support or controvert a particular conclusion. Approaches to the problem of 
systematically evaluating a corpus of evidence and arriving at a conclusion have been 
the subject of thoughtful work by legal scholars, although the complexities have 
seemingly been sufficient to prevent an entirely, or even moderately, satisfactory 
solution (1). A basic feature of this problem is the comparison of unlike things; for 
example, how does one weigh the results of one well-done study against the results 
of three poorly done studies and against the opinion of five experts, four seemingly 
disinterested and one employed by a pharmaceutical manufacturer? 

Although the preceding may represent an unrewarding trip over the territory of 
attorneys, we can return, more or less, to tne high plateau of the scientific method 
by noting that changing the criteria for a given psychiatric diagnosis bears some 
similarity to modifying a hypothesis in the face of disconfirming evidence. While at 
first the appearance offered by this terrain may have the familiar look of science, on 
closer inspection it has more the character of philosophy of science, a field that has 
always been more agreeable to philosophers than to scientists (2). 

In their final paragraph, Fenton et al. argve for the value of being able to maintain 
a link between a diagnostic manual and its predecessor. This capability clearly 
would have research utility and, it could be thought, enhance clinical thinking as 
well. In practice, however, it has proved dificult for both clinicians and researchers 
to deal simultaneously with several diagnoses based on alternative diagnostic sys- 
tems. Thus, most psychiatric research repcrts dealing with some substantive area 
other than diagnosis per se tend to make use of only one diagnostic system, or 
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diagnostic manual, in describing patients under study. Likewise, it seems to be rather 
uncommon to hear a psychiatrist answer a question as to a patient’s diagnosis by 
saying something like, “He’s a DSM-III-R atypical psychosis, a DSM-III schizo- 
phreniform disorder, and a Schneiderian schizophrenic.” Indeed, some would argue 
that this sort of simultaneous reporting of diagnosis that uses alternative criteria 
defeats one or more basic purposes of a standard diagnostic manual. The difficulties 
posed by attempting to concurrently utilize alternative diagnostic criteria heighten 
the tendency of the new to replace the old, which may in turn result in minimal effort 
to ascertain the true superiority of the new over the old; this situation would seem 
to counsel caution in creating change. 

While this discussion does not touch on a great many of the issues that arise with 
respect to changing diagnostic criteria, such as social policy and effects on third- 
party reimbursement, it suggests the value of continuing to examine the complexities 
of a criteria-based orientation to diagnosis at a time when this approach has become 
commonplace. 
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Brief Communications 


Determinants of Emergency Psychiatric Admission 
for Adolescents and Adults 


James R. Hillard, M.D., Marcia Slomowitz, M.D., and James Deddens, Ph.D. 





The authors compared correlates of admission for 
100 patients older than 18 years and 100 patients 
younger than 18 evaluated in a psychiatric emergency 
service. Stepwise linear logistic regression analysis 
identified a combination of variables that best pre- 
dicted the odds of hospitalization for each group. For 
adolescents, these variables, in order of importance, 
were suicidal tendencies, physical abuse, a primary di- 
agnosis of schizophrenia, age, and number of suicide 
attempts. For adults, the variables were delusions, ag- 
gressive behavior, suicidal tendencies, and a primary 
diagnosis of schizophrenia or affective disorder. The 
authors discuss the implications of these findings for 
acute psychiatric treatment of adolescents. 

(Am J Psychiatry 1988; 145:1416—1419) 





he rate of psychiatric hospitalization of adoles- 

cents in the United States has increased over the 
last 20 years (1, 2). Between 1970 and 1980, admis- 
sions to private psychiatric hospitals tripled for 10—14- 
year-olds and doubled for 15—17-year-olds (1). The 
appropriateness of adolescent hospitalizations has be- 
come a topic of controversy. Some sociologists have 
labeled hospitalization a “hidden system of adolescent 
social control” (3), and the issue has spilled over into 
. the popular press (4). Some critics (5) have implied 
that many such admissions are economically moti- 
vated. Appropriate admission of adolescents to psychi- 
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atric inpatient facilities may prevent deterioration of func- 
tioning and promote psychological well-being; inappro- 
priate admission may cause unnecessary expense, stigma- 
tization, loss of liberty, and resistance to future treatment. 

Characteristics of adolescents who have been admit- 
ted to psychiatric hospitals, such as diagnostic fea- 
tures, payment source, and type of treatment, kave 
been studied (6). The percentage of adolescents seen in 
psychiatric emergency facilities who are admitted has 
‘been delineated (7), and some characteristics of ado- 
lescents in psychiatric hospitals have been compared 
with characteristics of adolescents in special classes for 
the emotionally disturbed (8). The average lengtk of 
inpatient stay for adolescents has been compared with 
that for adults (9), and broad guidelines for admission 
of adolescents have been suggested (e.g., “insufficient 
internal and external controls” [2]). 

However, determinants of adolescent admission 
have never been empirically studied in the way that 
they have been studied for adults. For adults, the de- 
zision to hospitalize has been found to correlate with 
specific aspects of diagnosis (10—12), level of adapzive 
functioning (10, 13, 14), symptoms (12—19), type of 
evaluating facility (14, 19), profession and level of 
raining of the clinician making the decision (11, 13, 
14, 20-23), family and social supports (12-14, 20), 
aistory of previous hospitalization (13, 14, 21, 24), 
and danger posed to self or others (11, 12, 16, 24, Z5). 
A number of studies of adults (10, 14, 15) have used 
multiple regression techniques to study the combina- 
zion of variables that, taken together, best predicts hos- 
ditalization, but such approaches have not been used 
with adolescent data before the present study. 


METHOD 


The Psychiatric Emergency Service of University 
Hospital in Cincinnati is a centralized 24-hour-a-day 
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service for an urban county of 900,000. This service is 
responsible for most emergency psychiatric admissions 
in the county. The service will evaluate and treat any- 
one over 12 years old. Of 8,561 total visits in 1986, 
463 were made by patients 13—17 years old. In order 
to assess the characteristics of adolescent patients as 
opposed to adult patients, the records of 100 patients 
younger than 18 and of 100 patients older than 18 
who were seen in the service were selected at random 
from those of all patients in each age group who were 
seen over a 2-year period. The records were retrospec- 
tively examined and rated on 41 clinical variables. 
These included three measures of suicidal behavior as 
defined in the pediatric version of the Schedule for 
Affective Disorders and Schizophrenia (26), number of 
suicide attempts, medical lethality, and “suicidal ten- 
dencies.” The last of these is rated on a 7-point scale 
from none to very extreme (suicide attempt with intent 
to die or with medical danger of death). Each chart 
reviewed generally contained notes by both a master’s 
level social worker and a psychiatrist based on inter- 
views with patients and family members. The 
mean+SD length of interviews with adults was 
70.0+36.4 minutes, and the mean with adolescents 
was 90.0+54.7 minutes. Further description of the 
site, the patients, and the variables rated has been pub- 
lished elsewhere (7). 

To assess the relationship of individual variables to 
hospitalization for adolescent and adult patients, a 
correlation coefficient was computed between each 
clinical variable and whether the patient was hospital- 
ized or not. The statistical significance of associations 
and differences between correlation coefficients was 
determined by using Fisher’s r to Z transformation. 
Associations with p values less than 0.05 are reported 
but must be interpreted with caution due to the large 
number of comparisons performed. 

The combined contribution of several variables to 
the prediction of hospitalization was assessed through 
stepwise linear logistic regression (27). This procedure, 
appropriate for modeling a dichotomous dependent 
variable, is analogous to the more familiar stepwise 
linear regression (28); in fact, a stepwise linear regres- 
sion analysis of our data yielded the same predictor 
variables in the same order as did the logistic regres- 
sion model. Interaction effects between variables al- 
ready in the model were considered in a stepwise fash- 
ion, and no such interaction effects reached statistical 
significance. 


RESULTS 


Emergency service visits of adolescents and adults 
were equally likely to result in hospitalization (35% 
versus 29%, x7=0.83, df=1, n.s.). Table 1 shows the 
association between individual variables and hospital- 
ization separately for adolescents and adults. For ad- 
olescents, suicidal tendencies, a primary diagnosis of 
affective disorder, and a history of physical abuse were 
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TABLE 1. Correlations Between Hospital Admission and Patient 
Variables for Adolescents and Adults Seen in a Psychiatric Emer- 
gency Service 











Adolescents Adults 
(N=100) (N=100) 

Variable N r N r 
Sex: female 39 -0.061 50 -0.154 
Race: black 30 -0.050 38 —0.046 
Age 100 —0.203* 100 -0.163 
Self-referred 32 0.052 48 —0.129 
Some insurance 64 0.100 48 0.004 
Local catchment area 21 0.012 42 0.037 
Current treatment 40 0.051 45 -0.135 
Past inpatient treatment 26 0.160 54 0.192 
Past outpatient treatment 33 0.211" 6f =0.031 
Past emergency treatment 24 0.054 53 -0.016 
Chief complaint: suicide related 40 0.178 18 —0.013 
Suicidal tendencies 100 0.439" 100 0.205 
Number of suicide attempts 100 0.207" 100 —0.020 
Primary diagnosis: schizophrenia‘ 6 0.155 22 0.405” 
Primary diagnosis: affective disorder 17 0.2609 20 0.121 


Primary diagnosis: substance abuse 10 —0.186 12 —0.100 





Hallucinations 7 0.196 21 0.212% 
Delusions 10 0.090 26 0.425" 
Paranoia 8 0.079 28 0.387° 
Aggressive behavior 31 0.024 24 0.363” 
Anger 26 0.160 17° 0.121 

Subjective depression 48 0.176 39 —0.059 

Somatic complaints 15 —0.148 19 0.028 

Mental retardation 3 -0.013 4 —0.130 
History of physical abuse is 0.258¢ 7 —0.003 

Drug use 30 0.041 17 0.121 

Alcohol abuse 23 -0.124 33 0.067 
“p<0.05. 

Þp<0.001. 


“Includes delusional disorder, schizophreniform disorder, and psy- 
chotic disorder not otherwise specified. 
45<0.01. 


related to hospitalization at p<0.01. Younger age and 
number of suicide attempts were related at p<0.0S. 
For adults, a primary diagnosis of schizophrenia and 
symptoms of delusions, paranoia, or aggressive behav- 
ior were related to hospitalization at p<0.01. Suicidal 
tendencies and hallucinations were related at p<0.05. 
Delusions (Z=2.53, p<0.012), paranoia (Z=2.29, 
p<0.023), and aggressive behavior (Z=2.49, p<0.013) 
all correlated more strongly with hospitalization for 
adults than for adolescents (p<0.0S). 

Stepwise logistic regression (see table 2) identified 
those sets of variables which best predicted the odds of 
hospitalization for adults and for adolescents. For both 
groups of patients, suicidal tendencies and a primary 
diagnosis of schizophrenia entered into the model. For 
adults, symptoms of delusions or aggressive behavior 
and a primary diagnosis of affective disorder also en- 
tered into the model. For adolescents, a history of 
physical abuse or past outpatient treatment, younger 
age, and more suicide attempts also entered into the 
model. The adult model predicted 87% of dispositions 
correctly; the adolescent model predicted 84% cor- 
rectly. The multiple R values, as defined by Harrell 
(27), were 0.519 and 0.594, respectively. 
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TABLE 2. Summary of Stepwise Linear Regression Analysis to Predict Odds of Hospitalization for Adolescents and Adults 








Variable Beta Item x? p Item r Model r 

Adolescent model’ 
Suicidal tendencies 0.74 15.89 <0.001 0.325 0.365 
History of physical abuse 2.04 72S <0.008 0.200 0.423 
Primary diagnosis: schizophrenia” 3.35 9.19 <0.003 0,234 0.455 
Past outpatient treatment 1.77 8.08 <0.005 0.215 0.487 
Age —0.48 4.76 —0.029 —0.145 0.502 
Number of suicide attempts 0.37 4.04 <0.044 0.125 0.519 

Adult model“ 
Delusions 2.52, 10,32 <0.002 0.263 0.353 
Aggressive behavior 2.23 9.41 <0.003 0.248 0.455 
Suicidal tendencies 0.80 10.54 <0.002 0.266 0.529 
Primary diagnosis: schizophrenia® 2.41 8.44 <0.004 0.231 0.557 
Primary diagnosis: affective disorder 2.18 6.36 <0.012 0.190 0.594 





“Intercept=3.95; model likelihood ratio x?=47.48, df=6, p<0.0001. 


‘Includes delusional disorder, schizophreniform disorder, and psychotic disorder not otherwise specified. 


“Intercept= — 5.14; model likelihood ratio x?=52.55, df=5, p<0.0001. 


DISCUSSION 


Different but overlapping sets of variables predicted 
hospitalization of adolescents and adults in this emer- 
gency setting. The variables identified as determinants 
of hospitalization for adults in this study are generally 
consistent with those identified in previous studies. 
Some variables related to hospitalization of adoles- 
cents, however, have not been identified as determi- 
nants of admission in studies of adults. 

Variables related to suicide and to psychosis were 
correlated with admission for both adolescents and 
adults. Their importance in predicting admission, 
however, was reversed. Suicidal tendencies were the 
most important predictor variable for adolescents, but 
delusions were the most important predictor for 
adults. In addition, a second suicide-related variable, 
number of suicide attempts, enters the adolescent re- 
gression equation. 

A recent history of physical abuse correlated with 
admission for adolescents but not for adults. Aggres- 
sive behavior correlated with admission for adults but 
not for adolescents. These correlations may suggest 
that adolescent aggression may be more easily con- 
tained by the environment than adult aggression or 
that adolescent aggression is relatively more likely than 
adult aggression to be dealt with in the criminal justice 
system in this community. They also suggest that ag- 
gression against adults may be more easily dealt with 
outside the hospital than is aggression against adoles- 
cents, who are generally dependent on their abusers. 

Among our adolescent psychiatric emergency pa- 
tients, age was correlated inversely with admission, but 
in the general population younger adolescents are less 
likely to be admitted than are older adolescents (IY 
Younger adolescents are less likely than older adoles- 
cents to come to psychiatric emergency services (7), 
but those who do come to such services are relatively 
more likely to be admitted. There are several possible 
reasons for this phenomenon. Perhaps younger adoles- 
cents need to have more symptoms to be brought to a 
psychiatric emergency service, perhaps there are fewer 
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nonhospital settings willing to accept young adolescent 
patients, or perhaps staff are less experienced in deal- 
ing with young adolescents and perceive them as more 
vulnerable. 

Past outpatient treatment may correlate with hospi- 
talization for adolescents more strongly than current 
treatment because the former is a measure of chronic- 
ity. To have completed a course of outpatient treat- 
ment may imply that the adolescent has had symptoms 
for a longer period of time. Duration of symptoms was 
an important variable that could not be reliably as- 
sessed in our retrospective design. 

A number of variables are interesting in that they did 
not prove to be related to hospitalization. Sex, race, 
insurance status, substance abuse, and previous inpa- 
tient treatment did not correlate significantly with hos- 
pitalization for adolescents and did not enter into their 
regression equation. These findings do not support the 
suspicion that adolescent admission decisions are con- 
taminated by different sorts of bias. 

The finding that adolescent admissions are as pre- 
dictable as are adult admissions by consideration of a 
comparable number of variables does not support the 
suspicion that adolescent admissions are being made 
capriciously. 

Staff used to working with adults may need to be 
extremely sensitive to different variables when making 
admission decisions regarding adolescents because the 
set of variables most closely related to hospitalization 
decisions is different for adolescent patients. For ex- 
ample, careful attention to signs of psychosis but ne- 
glect of adequate exploration of possible physical 
abuse may lead to inappropriate discharge. Many of 
the differences between adolescent and adult symp- 
toms are undoubtedly developmentally based, and 
staff need to keep a developmental framework in mind 
to adequately interpret adolescents’ symptoms. 

Community resources set up as an alternative to 
hospitalization must provide different services to lower 
the hospitalization rate of adolescents because the de- 
terminants of hospitalization for adolescents are dif- 
ferent from those for adults. For example, a local crisis 
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stabilization center in Cincinnati that was set up spe- 
cifically to keep patients out of the state hospital is very 
good at dealing with decompensated psychotic pa- 
tients but will not accept patients with substantial sui- 
cidal tendencies. 

The emergency service studied is representative of 
the most common type of psychiatric emergency ser- 
vice in urban areas of the United States today. It is 
staffed by mental health professionals and will serve 
either adults or adolescents, but adolescents make up 
only a small proportion (less than 10%) of all patients 
seen (7). Like other similar facilities, the service studied 
serves a population with predominantly lower socio- 
economic status. The community studied has enough 
adolescent and adult inpatient resources that life- 
threatening emergencies can always be accommodated 
but not enough that elective admissions are always 
easy to arrange. This situation, as well as the array of 
outpatient and residential resources available, is also 
representative of what is currently common across the 
United States. For these reasons, the results of this 
study are likely to be representative of those which 
would be obtained in psychiatric emergency settings in 
other urban areas in the United States. It is less clear 
how well they would generalize to rural settings, ex- 
clusively private sector settings, or adolescent admis- 
sion decisions made by pediatricians or other non- 
mental-health professionals. A recent study (29) 
indicated that such professionals are an important 
source of admission and treatment for adolescents 
with psychiatric disorders and that admission and 
treatment decisions in such settings deserve more sys- 
tematic study than they have received. 

Conclusions in the current study are also limited by 
a number of other factors: 1) The study was carried 
out at only one site. 2) The retrospective chart review 
design did not allow consideration of important data 
that might have been obtainable in a prospective study. 
3) The sample size was relatively small. 4) The study 
described only who was hospitalized, not who should 
have been hospitalized or who might have benefited 
from hospitalization. Further studies that address these 
deficiencies would be justified by the economic, edu- 
cational, and services planning implications of psychi- 
atric admission decisions for adolescents. 
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Ontario Child Health Study: 
Suicidal Behavior in Youth Age 12-16 Years 


Russell T. Joffe, M.D., David R. Offord, M.D., and Michael H. Boyle 





The authors report on the prevalence and correlates 
of suicidal behavior in youth age 12-16 years. The 
data, from a community prevalence survey, show that 
S%-10% of the male and 10%-20% of the female 
youth reported suicidal behavior within a 6-month pe- 
riod. Suicidal behavior in youth appeared to be related 
to psychiatric disorder in general as well as to family 
dysfunction and parental arrest. 

(Am J Psychiatry 1988; 145:1420-1423) 





S uicidal behavior and suicide in adolescents are be- 
coming an increasing clinical and public health 
problem. In both the 10-14-year and 15-19-year age 
groups, there has been a twofold to threefold increase 
in suicide over the last quarter century (1, 2). More- 
over, it is estimated that the ratio of attempted to com- 
pleted suicide may be as high as 100:1 (3). 

Several clinical studies have provided conflicting 
data on the demographic, psychiatric, and psychoso- 
cial correlates of suicidal behavior in childhood and 
adolescence (4—16). The dissimilar findings may be due 
to methodological issues such as small samples, result- 
ing in imprecise estimates; different referral patterns, 
leading to noncomparability of samples; and a lack of 
standardized criteria for psychiatric diagnosis. 

Little is known about the prevalence and correlates 
of suicidal behavior in adolescents in nonclinic sam- 
ples. To our knowledge, only one study has used a 
community sample of normal school children (17). It 
was generated in the course of finding matched control 
subjects for an inpatient child psychiatric sample, and 
thus it is not representative of the general population. 
However, the investigators noted that 8.9% of the 
children reported suicidal ideation and 1% had made a 
suicide attempt (17). 

This paper reports on the prevalence and correlates 
of suicidal behavior in youth age 12-16 years; the data 
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are from the Ontario Child Health Study, a cross-sec- 
tional community survey. 


METHOD 


The Ontario Child Health Study was an interview 
survey of 1,869 families including 3,294 children. The 
methodology, instrumentation, and prevalence find- 
ings of the study have been reported in detail elsewhere 
(18, 19). The primary objective of the survey was to 
provide precise, unbiased estimates of the prevalence 
of four psychiatric disorders among children age 4-16 
years in the province of Ontario, Canada. 

The target population included all children living in 
the province of Ontario who were between the ages of 
4 and 16 as of Jan. 1, 1983. Three groups of children, 
accounting for 3.3% of the target population, were 
systematically excluded: Native Indians living on res- 
ervations, children living in collective dwellings such as 
institutions, and children living in dwellings con- 
structed since June 1, 1981 (Census Day). 

The sampling frame was the 1981 Census of Canada 
population. The sample was selected by a stratified, 
multistaged random sampling method. Sample size re- 
quirements were set to ensure that the precision of 
estimates of the prevalence of disorders in the four 
administrative regions of the province defined by the 
Ministry of Community and Social Services would be 
+4% with 95% level of confidence. Statistics Canada 
field staff collected data from one parent, usually the 
mother, and all children age 12-16 during a home 
visit. Ninety-one percent of eligible households agreed 
to participate in the study. 

The survey investigated four childhood disorders— 
conduct disorder, hyperactivity, emotional disorder, 
and somatization. Diagnoses of conduct disorder and 
hyperactivity were based on DSM-III criteria for con- 
duct disorder and attention deficit disorder with hy- 
peractivity, respectively. Diagnosis of emotional disor- 
der combined features of the DSM-III criteria for 
overanxious disorder, obsessive-compulsive disorder, 
and affective disorder. Suicidal behavior was one of the 
criteria used for the diagnosis of emotional disorder. 
As a result, we removed the items used to assess this 
criterion from our measurement of emotional disorder 
for this analysis in order to prevent the relationship 
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between these two variables from being artificially in- 
flated. Somatization was defined according to the 
DSM-III criteria of current somatic symptoms, divided 
into two parts—distressing, recurrent symptoms and 
perception of oneself as sickly. Psychiatric diagnoses 
were made according to a checklist termed the Survey 
Diagnostic Instrument (18, 19). 

In this study, suicidal behavior was defined as a posi- 
tive response to either or both of the questions concern- 
ing suicidal ideation and suicide attempts. “Suicidal ide- 
ation” refers to a positive response to the statement, “I 
think about killing myself.” “Suicide attempt” refers to a 
positive response to the statement, “I deliberately tried to 
hurt or kill myself.” A youth was classified as a suicide 
attemptor if he or she bad made a suicide attempt, 
regardless of the presence or absence of suicidal ideation. 

The relationship of suicidal behavior to several other 
variables was examined. These variables included the 
following: 

1. Low income: a family income of less than 
$10,000 during all of 1982, the year before the study. 

2. Urban residence: living in an area with a popu- 
lation of more than 25,000. 

3. Family dysfunction: a score of 27—48 (range, 12— 
48) on the 12-item General Functioning Scale, derived 
from the McMaster Family Assessment Device (20). 
The latter instrument assesses family functioning on 
six dimensions: problem solving, communication, 
roles, affective responsiveness, affective involvement, 
and behavior control. 

4, Parents ever treated for “nerves” 
reporting treatment at some time for 
“nervous condition.” 

S. Parents ever arrested: either parent reporting 
ever being arrested or charged with an offense other 
than a traffic violation. 

6. Parents’ excessive drinking: either parent report- 
ing having taken an average of three or more drinks a 
day during the past 6 months. 

7. Child chronic functional limitation: a child hav- 
ing one or more limitations in activities of daily living 
for more than 6 months. 

8. Two age groups: 12-13 years and 14—16 years. 

9. Sex. 

To obtain prevalence estimates of suicidal behavior, 
we used weighted responses to reflect the household 
probability of selection, its size, and the age and sex 
distribution of youth 12—16 years of age. Tests of sta- 
tistical significance were based on actual (unweighted) 
responses. It was previously determined that weighting 
had no important effect on prevalence estimates (19). 
The strength of association between suicidal behavior 
and each of the four disorders was evaluated by using 
relative odds, and statistical significance was assessed 
with chi-square tests. 

Logistic regression analysis (21) was used to assess 
the relationship between the correlates and suicidal be- 
havior. The analysis allows for the determination of 
the independent effects of individual variables in the 
presence of the effects of other variables. Correlates 


: either parent 
“nerves” or a 


Am J Psychiatry 145:11, November 1988 


JOFFE, OFFORD, AND BOYLE 


TABLE 1. Association Between Sulcidal Behavior and Four Psy- 
chiatric Disorders In 1,256 Children Age 12—16 Years 








Association 
: With Suicide* 
Relative ©§ < 

Disorder and Sex N Odds x? df p 
Conduct disorder 

Male 59 5.56 26.4 1 <0.001 

Female 27 8.56 34.4 1 <0.001 
Hyperactivity 

Male 41 2.71 4.1 

Female 20 6.80 19.4 1 <0.001 
Emotional disorder 

Male 16 8.14 16.6 1 <0.001 

Female 43 10.05 61.1 1 <0.001 
Somatization 

Male 28 4.65 10.4 1 <0.01 

Female 70 6.65 56.4 1 <0.001 





*With Bonferroni correction. 


were chosen (see method section) on a conceptual basis 
from a review of the literature and on their availability 
in the present data set. The model was specified so that 
all candidate variables were retained in the model 
whether or not they were statistically significant. In 
addition, all of the interactions between income and 
the other candidate variables and the interaction be- 
tween age and sex were evaluated. In contrast to main 
effects, interactions had to have met an entry criterion 
of p<0.10 to be retained in the model. Although our 
sampling methods resulted in the selection of unequal 
proportions of households from each ministry region 
and the overrepresentation of children from larger sib- 
ships, these two variables had no impact on the effect 
sizes observed for the correlates and so they were not 
excluded from the model. 


RESULTS 


Only the youth data are included in this report. Sui- 
cidal behavior attributable to the youth by parents 
(2.4%) was much less frequent than youth responses 
indicated (12.2%). Although the crude overall agree- 
ment between parent and youth reports reached 87%, 
correction for chance led to a kappa value of 0.10 (22). 

In the 14~16-year age group the prevalence of both 
suicide attempts and suicidal ideation was higher in the 
girls (7.1%, N=25, and 14.5%, N=S1, respectively) 
than in the boys (2.4%, N=9, and 3.3%, N=12). The 
sex distribution of suicide attempts and suicidal ide- 
ation was approximately equal in the 12—13-year age 
group (for girls, 3.8%, N=11, and 7.5%, N=22, re- 
spectively; and for boys, 3.5%, N=9, and 6.7%, N=17). 

The relative odds were high for each psychiatric dis- 
order and suicidal behavior by sex after adjustment for 
the number of tests with the Bonferroni correction (23) 
(table 1). These relationships were all statistically sig- 
nificant, except for hyperactivity in boys. 

The demographic, family, parental, ae child health 


correlates of suicidal ideation and suicide attempts ex- 
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SUICIDAL BEHAVIOR IN YOUTH AGE 12-16 YEARS 


TABLE 2. Relative Odds in Logistic Regression of Correlates of 
Suicidal Behavior in 1,012 Children Age 12—16 Years 








95% 
Relative Confidence 

Correlate Odds Interval 
Urban residence 1.21 0.80-1.83 
Parent ever arrested" 2.30 1.08-4.90 
Parent drinks excessively 1.58 0.74-3.37 
Parent treated for “nerves” 1.53 0.99-2.35 
Family income<$10,000 0.84 0.36-1.95 
Family dysfunction” 1.93 1.09-3.42 
Child has functional limitation 0.78 0.35-1.70 
Child Age by Sex interaction 

Boys versus girls age 12-13 0.73 

Boys versus girls age 14—16" 0.26 





“Approximate F to remove=4.60, p=0.032. 
’Approximate F to remove=4.94, p=0.027. 
“Approximate F to remove=5.20, p=0.023. 


amined separately were not significantly different, so 
both were combined to measure suicidal behavior in 
the logistic regression. 

Table 2 presents the logistic regression, including 
95% confidence intervals for the relative odds. Paren- 
tal arrest and family dysfunction were significantly re- 
lated to suicidal behavior. In addition to the previously 
mentioned main effects, there was one statistically sig- 
nificant interaction: in the 14—16-year age group, the 
risk of suicidal behavior in boys compared with girls 
was lower than in the 12-13-year age group. 


DISCUSSION 


The survey data indicated that approximately 5%— 
10% of the boys and 10%-20% of the girls between 
the ages of 12 and 16 had had suicidal ideation or had 
made suicide attempts within the past 6 months. The 
difference in prevalence rates between boys and girls 
can be accounted for by the high prevalence of suicidal 
behavior in girls age 14 to 16. Our data confirm that of 
several clinical studies which report a dramatic in- 
crease in suicidal behavior in female adolescents age 
14-16 years (4, 5). 

The bivariate analysis revealed that suicidal behav- 
ior was strongly and significantly related, in both boys 
and girls, to three of the psychiatric disorders, i.e., 
conduct disorder, emotional disorder, and somatiza- 
tion. The considerably higher relative odds noted for 
emotional disorder compared to the other three con- 
ditions remained even when items assessing suicidal 
behavior were removed from the measurement of emo- 
tional disorder. Clinical studies to date report that be- 
havior disorders and neuroses are the most common 
diagnoses in suicidal adolescents (6—9). These studies 
employed small samples, no control groups, and no 
standardized diagnostic criteria for psychiatric diagno- 
sis. Our data tend to support these earlier findings. 
However, in their review of 512 patients between the 
age of 10 and 21 years, who were admitted due to a 
suicide attempt, Bergstrand and Otto (5) reported that 
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20%-30% had a psychiatric disorder according to un- 
specified criteria. Comparison between our data and 
these other studies is impossible because of the highly 
selected clinical nature of their samples and their fail- 
ure to use operationalized criteria. 

The logistic regression emphasized the independent 
contribution of parental arrest and family dysfunction 
to suicidal behavior in youth. The finding of a strong 
relationship between adolescent suicidal behavior and 
family dysfunction is consistent with several other 
studies (10—13). The mechanisms through which pa- 
rental arrest had an independent association with sui- 
cidal behavior in youth are unknown. The fact that 
low income did not have an independent effect in pre- 
dicting this behavior suggests that economic disadvan- 
tage per se is not an important factor in teenage sui- 
cidal behavior. Rather, the data indicate that suicidal 
behavior in this age group is strongly tied to cur- 
rent psychiatric disorders and dysfunctional families. 
Thus, the important factors predicting this behavior 
appear to be more in the functioning of the family and 
the youth than in the amount of economic resources 
available. 

Because the findings of this study are based on a 
community sample, they do not suffer from the prob- 
lems associated with results based on clinical popula- 
tions. A major limitation with the latter is the un- 
known extent to which such findings can be gener- 
alized to the larger population who are not receiving 
clinical services. The data in this study, however, are 
limited in another respect. They are cross-sectional in 
nature and do not allow any understanding about the 
temporal sequence or the nature of any etiologic rela- 
tionship between correlates of suicidal behavior, such 
as parental arrests, and the reporting of suicidal be- 
havior in adolescents. Follow-up studies are needed to 
address these and other important issues. 
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Intent and Lethality of Suicide Attempts 
Among Female Borderline Inpatients 


Steven L. Shearer, Ph.D. 


, Charles P. Peters, M.D., 


Miles S. Quaytman, M.D., and Beth E. Wadman, M.D. 





Data relevant to variations in self-destructive behav- 
tor are reported for 40 female borderline inpatients. 
These data were assessed in relation to measures of the 
patients’ suicidal intent, the lethality of their attempts, 
and their empirically derived suicide risk. Variation in 
the seriousness of suicide attempts was accounted for 
primarily by age, number of suicide attempts, presence 
of an eating disorder, psychotic features, and family 
history variables, with generalized anxiety disorder as 
a mitigating factor. In addition to age and number of 
attempts, concomitant histrionic and antisocial fea- 
tures were differentially predictive of the empirically 
derived risk of suicide. 

(Am J Psychiatry 1988; 145:1424-1427) 





A ll descriptions of the patient with borderline per- 
sonality disorder emphasize the potential for 
self-injurious behavior. Clinical experience, however, 
suggests remarkable individual variation in the seri- 
ousness of self-destructive behavior among borderline 
patients. Some never engage in frankly self-destructive 
behavior, others make repetitive gestures of minimal 
lethality, and still others make very serious, if not suc- 
cessful, suicide attempts. Such variation may be attrib- 
utable to basic distinctions between persons who make 
suicide attempts and those who actually commit sui- 
cide (1), yet there are few such data reported specifi- 
cally for borderline patients. 

Stone et al. (2) reported correlates of suicide in a 
follow-up study of a large sample of hospitalized pa- 
tients of both sexes who had broadly defined border- 
line personality disorder. Alcohol abuse, concomitant 
antisocial personality disorder, and hostile-impulsive 
features were associated with greater risk of suicide, 
while the presence of an eating disorder was associated 
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with diminished risk. The presence of major affective 
disorder was not associated with greater risk of suicide. 

Kullgren (3) reported that a small sample of border- 
line patients of both sexes who committed suicide was 
distinguished from a similar sample of patients who 
did not by their histories of more frequent suicide at- 
tempts and more extensive inpatient treatment. Age, 
sex, and the presence of an affective disorder were not 
related to suicide. 

Among borderline patients who attempt suicide, 
concomitant depression may produce “a particularly 
ominous pathosynergistic effect,” prompting more fre- 
quent and more serious suicide attempts (4). In male 
borderline patients without major affective disorder, a 
history of aggressive behavior and a history of suicide 
attempts were significantly associated with each other 
and with lowered CSF 5-hydroxyindoleacetic acid (5). 

Clinicians are much more often in the position of 
assessing the immediate intent to commit suicide and 
the potential lethality of a suicide attempt by a bor- 
derline patient than of contemplating a suicide that has 
taken place. The present study examined correlates of 
intent and lethality of suicide attempts, as well as the 
empirically derived future risk of suicide, in a sample 
of female borderline inpatients. Our objective was to 
produce multiple regression equations, which predict a 
significant proportion of the variance in each criterion 
variable, as an initial step in developing a risk profile 
for more serious self-destructive behavior within this 
diagnostic group. 


METHOD 


Forty-eight adult female inpatients in a private psy- 
chiatric hospital were recruited for this study on the 
basis of their therapists’ and/or the chief of service’s 
verification that they fulfilled the DSM-III criteria for 
borderline personality disorder. There was no stand- 
ard interval between admission to the hospital and a 
patient’s participation in the study interview. Subse- 
quent statistical analyses included only the 40 patients 
for whom the treatment team’s diagnosis of borderline 
personality disorder was corroborated by the findings 
on the Personality Disorder Examination (6). 
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These 40 patients had a median age of 23 years 
(range=18—42 years). Seventy-seven percent (N=31) 
had never been married, 8% (N=3) were married, and 
15% (N=6) were separated or divorced. The median 
educational level was 1-3 years of college. Other treat- 
ment history characteristics that we assessed included 
age at entry into any form of psychiatric treatment 
(median=17 years; range=9—35), age at first psychi- 
atric hospitalization (median=21 years; range= 14- 
35), and number of psychiatric hospital admissions 
(median=3 years; range=1—14). Total lifetime treat- 
ment in an inpatient setting was less than 3 months for 
23% (N=9), more than 3 months but less than 1 year 
for 30% (N=12), between 1 and 2 years for 35% 
(N=14), and more than 2 years for 13% (N=5). 

The Schedule for Affective Disorders and Schizo- 
phrenia—Lifetime Version (SADS-L) (7), the Personal- 
ity Disorder Examination—First Revision (6), and var- 
ious supplemental questions were administered to all 
of the patients. Ratings of history of aggressiveness 
were obtained by using the Brown et al. scale (8). So- 
matizing features were assessed with a numerical 
checklist derived from the DSM-III criteria for soma- 
tization disorder. Substance abuse patterns were deter- 
mined by using SADS-L items and specific supplemen- 
tal questions regarding patterns of sedative-hypnotic 
use. Family history information was collected through 
structured interviews and checklist data. A “best esti- 
mate” criterion was used for all data; we depended on 
the patients as the primary informants and on docu- 
mentation in the hospital charts. All data were col- 
lected by two of the investigators (S.L.S. and B.E.W.) 
following training exercises and assessment of reliabil- 
ity. Pilot interrater reliability figures were adequate, 
with kappas ranging from 0.76 for the Personality 
Disorder Examination to 0.96 for the somatization 
checklist. 

Assessments of three dimensions of self-destructive 
behavior were made: 1) assessment by means of the 
SADS-L medical lethality scale of the consequences of 
each patient’s most serious attempt (7), 2) reconstruc- 
tive assessment by means of the Suicidal Intent Scale of 
the degree of suicidal intent that led to the most serious 
attempt (9), and 3) pilot assessment by means of the 
Suicide Risk Assessment Scale (10), which has been 
reported to predict suicide within a 2-year follow-up 
period, of empirically based risk of suicide. 

The effects of multicollinearity and the likelihood of 
type I errors because of the high number of variables 
we used are relevant statistical concerns. To determine 
the best predictors available from these data, we com- 
puted hierarchical stepwise multiple regression analy- 
ses for each of the three criterion variables: intent, 
lethality, and empirically derived risk. Selection of pre- 
dictor variables was based on the magnitude of univar- 
iate correlations with the criterion variables. Age was 
used as a first-entry covariate on the basis of its often- 
cited association with self-destructive behavior. After 
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age, the criterion used for subsequent entries into the 
regression equation was based on the highest partial 
correlation. 


RESULTS 


The median number of suicidal gestures made by 
this group was three, with a range from none (N=S, 
12.5%) to 10 or more (N=5, 12.5%). For those who 
had made more than one previous suicide attempt, 
only the most serious suicide attempt made by each 
individual was included in further analyses. The ma- 
jority (N=25, 71%) of these attempts were by over- 
dose, ranging from modest overdoses of over-the- 
counter preparations to overdoses of tricyclics and 
barbiturates that resulted in placement in an intensive 
care unit, seizures, and/or prolonged loss of conscious- 
ness. Other methods included deliberate automobile 
accident, cutting/stabbing, and hanging. Eighty per- 
cent (N=32) of the 40 patients had also engaged in 
nonsuicidal self-cutting or self-burning on more than a 
single occasion. 

Contrary to a previous report that degree of suicidal 
intent and lethality of suicide attempt do not correlate 
well (11), our data indicate significant (p<0.0001) in- 
tercorrelations among all three of the criterion vari- 
ables. Although the correlations are not based on truly 
independent ratings, they suggest considerable overlap 
of constructs despite the notorious heterogeneity of 
self-destructive behavior. 

Since we used a large number of predictor variables, 
there were numerous statistically significant univariate 
correlations with each of the three criterion variables. 
Although such correlations are of interest, most did 
not attain the level of significance required for entry 
into regression analyses because of the high intercor- 
relations among many of the predictor variables. For 
example, a history of incest correlated significantly 
with both intent and lethality; however, significant in- 
tercorrelations of the incest variable with both a his- 
tory of eating disorder and a history of psychotic 
symptoms precluded its significant contribution to the 
regression equations for intent and lethality. 

Table 1 summarizes hierarchical stepwise multiple 
regression equations for each of the criterion variables. 
In summary, 61% of the variance in suicidal intent 
could be predicted in a positive direction by age, eating 
disorder, number of suicide attempts, history of any 
psychotic symptoms, and history of parental affective 
disorder and in a negative direction by the presence of 
generalized anxiety disorder. Fifty-one percent of the 
variance in lethality could be predicted in a positive 
direction by age, number of suicide attempts, family 
history of substance abuse, and eating disorder. Fifty- 
eight percent of the variance in the empirically derived 
suicide risk score could be predicted in a positive di- 
rection by age, number of suicide attempts, and con- 
comitant antisocial personality disorder and in a neg- 
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FEMALE BORDERLINE INPATIENTS’ SUICIDE ATTEMPTS 


TABLE 1. Regression Equation Summaries for the Criterion Variables of Suicidal Intent, Lethality of Sulcide Attempt, and Empirically 
Derived Risk of Suicide for 40 Female inpatients With ‘Borderline Personality Disorder 




















Criterion Variable/ Adjusted Change - Change Direction of 
Predictor Variable" R R? R? in R F df p> Prediction 
Intent (Suicidal Intent Scale) 
Age 0.395 0.156 0.133 0.156 7.00 1,38 0.012 + 
Eating disorder 0.569 0.324 0.287 0.168 9.19 2, 37 0.004 + 
Number of suicide attempts 0.663 0.440 0.393 0.116 7.46 3, 36 0.010 + 
Generalized anxiety 
disorder 0.717 0.514 0.459 0.075 5.38 4,35 0.026 a 
History of psychotic 
disorder 0.764 0.584 0.522 0.069 5.65, 5, 34 0.023 + 
History of parental 
affective disorder 0.819 0.671 0.612 0.088 8.82 6, 33 0.006 + 
Lethality (SADS-L) ‘ 
Age 0.465 0.216 0.196 0.216 10.49 1, 38 0.003 + 
Number of suicide attempts 0.648 0.420 0.389 0.204 12.99 2,37 0.001 + 
Family history of substance 
abuse 0.703 0.494 0.452 0.075 5.30 3, 36 0.027 + 
Eating disorder 0.750 0.563 0.513 0.068 5.46 4,35 0.025 + 
Empirical risk (Suicide Risk 
Assessment Scale} 
Age 0.513 0.264 0.244 0.264 13.60 1, 38 0.001 + 
Number of suicide attempts 0.670 0.449 0.419 0.185 12.44 2, 37 0.001 + 
Diagnosis of histrionic 
personality disorde-° 0.722 0.522 0.482 0.073 5.49 3,36 0.025 - 
Diagnosis of antisocial ' 
personality disorder® 0.792 0.627 0.584 0.105 9.85 4,35 0.003 + 
Age entered first as a constant. 
Limit of p<0.05 for inclusion in equation. 
“According to the Personality Disorder Examination. 
ative direction by concomitant histrionic personality DISCUSSION 


disorder. 

In a preliminary study of numerous variables, neg- 
ative findings are also noteworthy. Personal or family 
history predictor variables that did not meet the 
p<0.05 level for inclusion in the regression equations 
for any of the three criterion variables included paren- 
tal alcoholism (as contrasted with any family history of 
substance abuse), any family history of affective disor- 
der (as contrasted with parental affective disorder), 
family history of suicidal behavior, early loss of a par- 
ent, incest, physical abuse, lack of interpersonal con- 
fidants, nonsuicidal self-injurious behavior, confusion 
about chaice of sexual object, preoccupation with 
abandonment, history of aggressiveness, sedative/alco- 
hol preference, use of sedatives or alcohol within 24 
hours of a suicide attempt, somatization features, and 
all treatment history characteristics noted in the 
Method section. Predictor variables based on concom- 
itant diagnoses that were similarly excluded from re- 
gression analyses included history of major affective 
disorder, bipolar or cyclothymic mood swings, panic 
disorder, premenstrual syndrome, substance abuse dis- 
orders, presumed seizure disorder, and concomitant 
axis II diagnoses other than histriontc and antisocial 
personality disorders. Predictor variables based on in- 
dividual DSM-III-derived Personality Disorder Exam- 
ination criteria for borderline personality disorder 
(e.g., anger control, impulsivity, identity disturbance) 
were similarly excluded from regression analyses. 
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A significant proportion of the variation in serious- 
ness of self-destructive behavior in this sample of pa- 
tients with borderline personality disorder was ac- 
counted for by selected predictor variables. Because of 
the small sample, the skewed distributions underlying 
some correlations, and the exploratory nature of the 
regression analyses, these data must be considered pre- 
liminary rather than definitive. 

It is not clear whether risk factors associated with 
serious self-destructive behavior overlap significantly 
with those associated with suicide in this diagnostic 
zroup. In other samples of psychiatric patients, the 
answer to the question of whether the lethality of pre- 
vious attempts effectively predicts a successful suicide 
attempt remains equivocal (12, 13). Clinically, it 
makes intuitive sense that there is probable overlap 
among those patients who make very serious suicide 
attempts and those who eventually kill themselves, 
even if grouped data seem to indicate that these are 
relatively distinct populations. 

The pilot data we collected by using Motto et al.’s 
Suicide Risk Assessment Scale must be viewed with 
caution, since their initial report of effective prediction 
of suicide within 2-year follow-up was not replicated 
in a more recent study (14). However, the lesser risk 
suggested by our data for patients with concomitant 
histrionic personality disorder is consistent with clini- 
cal experience, and the greater risk suggested for pa- 
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tients with concomitant antisocial personality disorder 
is consistent with other findings (2). 

Despite Kullgren’s report (3) that age was unrelated 
to suicide in a sample of borderline patients, age is 
certainly ubiquitous in the literature on suicide risk 
factors. The high correlations between age and the cri- 
terion variables in our study contrast both with the 
often-heard clinical opinion that the prognosis for bor- 
derline patients typically improves if they can be 
guided safely through the stormy third decade of life 
and with reports of generally favorable long-term out- 
come with advancing age (2, 15, 16). Similarly, the 
high correlations between number of suicide attempts 
and all three criterion variables are contrary to the 
common notion that numerous attempts imply dimin- 
ished suicidal intent and lethality of self-destructive 
behavior. 

Eating disorder concomitant with the diagnosis of 
borderline personality disorder emerged as a signifi- 
cant predictor of both the intent and lethality of self- 
destructive behavior, perhaps reflecting greater psy- 
chopathology in this subgroup. Other correlational 
findings suggest greater interpersonal disturbance and 
more frequent reliance on nonsuicidal self-injurious 
behavior as a primitive coping resource among those in 
this subgroup. In the context of borderline personality 
disorder, an eating disorder may be a clinical marker 
reflecting more intense negative affect, more isolation 
from potential social supports, and more impaired 
coping resources, yielding greater danger of serious 
self-destructive behavior. However, such an observa- 
tion regarding the intent and lethality of suicide at- 
tempts contrasts with the report that a concomitant 
eating disorder may be associated with less risk of ac- 
tual suicide (2). 

It is noteworthy that a history of psychotic symp- 
toms correlated positively with all three criterion vari- 
ables, although it contributed significantly to regres- 
sion analyses only for intent. The intercorrelations 
among variables suggest that psychotic symptoms in 
the context of borderline personality disorder may be 
related to greater risk of serious self-destructive behav- 
ior independent of their association with concomitant 
major affective disorders. 

The finding that generalized anxiety disorder con- 
comitant with borderline personality disorder may 
mitigate serious self-destructive behavior is intriguing. 
Perhaps generalized anxiety disorder in a borderline 
patient implies a manner of adapting to internal dis- 
tress which is different from that observed in patients 
prone to alternate between episodic dysphoria and 
rigid denial. 

In summary, these preliminary data suggest that ad- 
vancing age, numerous previous suicide attempts, pres- 
ence of an eating disorder, history of any psychotic 
manifestations, and family history of affective or sub- 
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stance abuse disorders constitute a tentative risk pro- 
file for more serious self-destructive behavior in a fe- 
male borderline inpatient population. Numerous other 
variables drawn from the literature and from clinical 
experience did not contribute significantly to the di- 
mensions of self-destructive behavior used in this 
study. These findings require replication by other in- 
vestigators as well as further delineation of the differ- 
ences between suicide attempters and those who actu- 
ally commit suicide within this diagnostic group. 
Further elaboration of such risk profiles will provide 
useful information to clinicians; however, the clini- 
cian’s appreciation for individual differences and emo- 
tional state factors remains the cornerstone of risk 
assessment. 
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Thyroid Disorders in Female Psychiatric Patients 
With Panic Disorder or Agoraphobia 


Herbert Orenstein, M.A., M.D., Arthur Peskind, Ph.D., and Murray A. Raskind, M.D. 





The authors interviewed 144 consecutive female 
psychiatric patients and found that those with a life- 
time history of either panic disorder or agoraphobia 
with panic attacks (paniclagoraphobia) were more 
likely than other patients to report a history of hyper- 
thyroidism or goiter in themselves and in their first- 
degree relatives. A personal history of hyperthyroidism 
or goiter was found almost exclusively in the subgroup 
of patients with paniclagoraphobia who also had a 
lifetime history of major depression. 

(Am J Psychiatry 1988; 145:1428-1430) 





A n increased frequency of thyroid disorders has 
been reported among women with agoraphobia 
or panic disorder (1). On the basis of the results of a 
pilot study, we predicted that patients with a lifetime 
history of either panic disorder or agoraphobia with 
panic attacks (panic/agoraphobia) would be more 
likely than other patients to report a personal and fam- 
ily history of hyperthyroidism or goiter. We also pre- 
dicted that a personal history of hyperthyroidism or 
goiter would be especially frequent in that subgroup of 
patients with panic/agoraphobia who also had a life- 
time history of major depression. 


METHOD 


We administered a structured interview that in- 
cluded the Schedule for Affective Disorders and Schizo- 
phrenia—Lifetime Version (SADS-L) (2) as well as spe- 
cific questions about previous medical diagnoses to 
144 consecutive female psychiatric patients. Patients 
were excluded from the study if they 1) had any history 
of psychosis, 2) were currently suffering from an or- 
ganic mental disorder, or 3) were seen in connection 
with legal or disability evaluations. All patients but 
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one were Caucasian. They ranged in age from 14 to 78 
years (mean+SD, 37.7412.9 years). 

Lifetime and current psychiatric diagnoses were 
made according to DSM-III criteria, and more than 
one diagnosis per patient was allowed. Patients were 
designated as having a lifetime history of both major 
depression and panic/agoraphobia (depression/panic/ 
agoraphobia) even if their episodes of each disorder 
had not overlapped. 

Patients were scored as having a positive history of 
thyroid disorder if they reported having been treated 
with thyroid hormone or diagnosed by a physician as 
having a thyroid problem at any time in their lives. 
Patients were scored as having a positive family history 
of thyroid disease if they reported having a first-degree 
relative with thyroid disease. Subtypes of thyroid dis- 
ease were scored independently of each other on the 
basis of lifetime history and without regard to thyroid 
status at the time of onset of panic attacks or agora- 
phobia. All patients were free of signs of active thyroid 
disease at physical examination. Laboratory values 
were normal for T4 (radioimmunoassay) and T; resin 
uptake (N=27), thyroid-stimulating hormone (TSH) 
(N=9), or T4 (radioimmunoassay), T, resin uptake, 
and TSH (N=81) in each of the 117 patients for whom 
current data were available, including the 11 patients 
with a history of hyperthyroidism or goiter. 

To assess interrater diagnostic reliability, the SADS- 
L was administered to 20 patients on a blind basis by 
two of us (H.O. and M.A.R.). Overall diagnostic agree- 
ment between the two clinicians was 90%. All other 
interviews were conducted by only one of us (H.O.). 

For statistical purposes, patients were divided into 
four groups on the basis of lifetime psychiatric history: 
those with both major depression and panic/agorapho- 
bia, those with major depression alone, those with 
panic/agoraphobia alone, and those with neither major 
depression nor panic/agoraphobia. Statistical compar- 
isons were made across all four groups by chi-square 
tests. Each significant overall chi-square test was fol- 
lowed by three pairwise comparisons, for which Yates- 
corrected chi-square analysis was performed: the de- 
pression/panic/agoraphobia group versus the other 
three groups combined, the depression/panic/agora- 
phobia group and the panic/agoraphobia group com- 
bined versus the other two groups (major depression 
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TABLE 1. Thyroid Disorders Reported by 144 Consecutive Female Psychiatric Patients 











Major 
Depression Major Panic/ 
and Panic/ Depression Agoraphobia 
Agoraphobia Alone Alone Others Four-Way 
Subtypes of A 2 O A (N=) Companson 
Thyroid Disorder N % N % N % N % x? (df=3) p 
Personal history 
Hyperthyroidism 5 13 0 0 0 0 0 0 14.5 0.002 
Goiter 9 24 2 5 0 0 0 0 19.6 0.0002 
Hypothyroidism 5 13 7 16 3 17 9 20 0.8 n.s. 
Family history 
Hyperthyroidism 4 11 0 0 4 22 0 0 16.5 0.0009 
Goiter 9 24 5 11 5 28 2 5 8.9 0.03 





and neither diagnosis) combined, and the depression/ 
panic/agoraphobia group and major depression group 
combined versus the other two groups (panic/agora- 
phobia and neither diagnosis) combined. A p value of 
0.05 was required for significance for all statistical 
tests except for pairwise comparisons, where the p 
value required for significance was <0.017 (i.e. 
<0.05/3, by Bonferroni adjustment). Pairwise p values 
between 0.017 and 0.05 were considered trends. The 
subjects’ ages were compared by Student’s t tests. All 
probability levels were two-tailed. 


RESULTS 


Of the 144 patients, 39 (27%) reported a personal 
history of thyroid disorder, including 24 with a history 
of hypothyroidism, 11 with a history of hyperthyroid- 
ism or goiter, two with viral thyroiditis, and two with 
thyroid nodules. Of the 11 patients with a history of 
hyperthyroidism or goiter, five had hyperthyroidism 
(toxic diffuse goiter, i.e., Graves’ disease), four had 
nontoxic diffuse goiter, and two had nontoxic multi- 
nodular goiter. Medical records verified the thyroid 
diagnoses in each of these 11 cases of hyperthyroidism 
or goiter. None of the 11 patients with hyperthyroid- 
ism or goiter had a history of treatment with lithium. 
The five patients with toxic diffuse goiter were in- 
cluded in both the hyperthyroid and goiter categories 
in all statistical analyses. The six other patients with 
goiter had a history of being euthyroid. Current axis I 
DSM-III diagnoses of the 11 patients with hyperthy- 
roidism or goiter were as follows: 11 had major de- 
pression; six had agoraphobia with panic attacks; five 
had other phobic disorders; three had somatoform dis- 
orders; one had panic disorder; and four had other 
disorders. 

Lifetime axis | DSM-III diagnoses of the 144 pa- 
tients were as follows: 82 had major depression; 37 
had agoraphobia with panic attacks; 28 had other 
phobic disorders; 19 had panic disorder; 18 had dys- 
thymic disorder; 14 had somatoform disorders; 14 had 
substance use disorders; nine had other affective dis- 
orders; eight had adjustment disorders; and 13 had 
other axis I disorders. Among the 56 patients with a 
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lifetime history of panic/agoraphobia, the nine patients 
with hyperthyroidism or goiter (mean+$D age=45.9 
+19.7 years) were significantly older than the remain- 
ing 47 patients (mean+$D age=35.0+10.2 years) (t= 
2.47, df=54, p<0.05). None of the other patient groups 
differed significantly from one another with respect to 
age. 

The thyroid disorders in the 144 patients are sum- 
marized in table 1. The 38 patients with depression/ 
panic/agoraphobia were more likely than the 106 
other patients to report a personal but not a family 
history of hyperthyroidism (x7=10.79, df=1, p< 
0.001) or goiter (x7=15.87, df=1, p<0.0001). Disre- 
garding the presence or absence of major depression, 
the 56 patients with a lifetime history of panic/agora- 
phobia were more likely than the 88 other patients to 
report a personal history of goiter (x?=7.38, df=1, 
p<0.007) or a family history of hyperthyroidism (x= 
10.73, df=1, p<0.001) or goiter (x?=6.67, df=1, 
p<0.001); there also was a trend for a personal his- 
tory of hyperthyroidism to be reported more fre- 
quently by the 56 patients with panic/agoraphobia 
than by the 88 other patients (x7=5.69, df=1, 
p<0.017). Disregarding the presence or absence of 
panic/agoraphobia, the 82 patients with a lifetime his- 
tory of major depression were significantly more likely 
than the 62 other patients to report a personal history 
of goiter (x?=7.20, df=1, p<0.007) but not a personal 
history of hyperthyroidism or a family history of hy- 
perthyroidism or goiter. Of the 11 patients with hy- 
perthyroidism or goiter, five had a primary and six had 
a secondary depression. 

Thus, a personal history of hyperthyroidism or 
goiter was found almost exclusively among the 38 
patients with a history of depression/panic/agora- 
phobia, and a family history of hyperthyroidism or 
goiter was found almost exclusively among the 56 
patients with a history of panic/agoraphobia, irre- 
spective of the presence or absence of depression. 
Overall group differences were significant with respect 
to a personal or family history of hyperthyroidism or 
goiter but not with respect to a personal history of 
hypothyroidism. 
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THYROID DISORDERS AND PANIC/AGORAPHOBIA 


DISCUSSION 


Previous studies (3) have pointed to a high rate of 
major depression among patients with panic/agora- 
phobia. It was precisely this subgroup of patients with 
a lifetime history of panic/agoraphobia and a tendency 
to episodes of major depression who showed the high- 
est rate of hyperthyroidism and goiter. Our findings 
are consistent with previous suggestions that patients 
with a lifetime history of depression/panic/agorapho- 
bia may be biologically distinct from patients with ma- 
jor depression alone (4). 

Our findings must be viewed with caution because 
of the ambiguities inherent in patients’ retrospective 
reports, our failure to gather data in a blind fashion, 
our failure to obtain medical records to confirm the 
family history findings, and the possibility that our 
results may have been biased by selection factors, 

The 13% prevalence of a history of hyperthyroidism 
among our patients with a history of depression/panic/ 
agoraphobia, taken together with a recent report of an 
11% prevalence of a history of hyperthyroidism in a 
similar group of patients (5), suggests that there may 
be a higher frequency of hyperthyroidism among 
women with depression/panic/agoraphobia than the 
prevalence of 1.9% to 2.7% reported among women 
in the general population (6). 

We found that a family history of hyperthyroidism 
or goiter was associated with panic/agoraphobia, 
regardless of the presence or absence of major depres- 
sion. In contrast, a family history of hyperthyroidism 
or goiter was not associated with major depression. 
These family history findings suggest that hyperthy- 
roidism and goiter may be associated more closely 
with panic/agoraphobia than with major depression. 
Patients with panic/agoraphobia may have a familial 
predisposition to hyperthyroidism, the expression of 
which may, in turn, increase their vulnerability to ma- 
jor depression. This hypothesis is consistent with pre- 
vious suggestions that thyroid disease may predispose 
individuals to affective disorders (7) and with the fact 
that depressive symptoms began after or within a few 
months of the onset of hyperthyroidism in four of five 
patients in the present study as well as all three hy- 
perthyroid patients in the pilot study. 

There was no consistent pattern to the order of onset 
of hyperthyroidism and panic attacks in our sample or 
in patients from previous studies (8—10). Although this 
does not exclude the possibility of one disorder, such 
as hyperthyroidism, predisposing to the development 
of the other disorders, such as panic disorder or ago- 
raphobia, we favor the view that hyperthyroidism and 
panic/agoraphobia may be linked because they share 
pathogenic roots. Possibilities include overlapping ge- 
netic, autoimmune, or hypothalamic factors. Patients 
with Graves’ disease have been reported to show an 
increased frequency of the haplotypes HLA-B8 and 
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HLA-Bw35 (11). Mitral valve prolapse, a disorder that 
has been linked to hyperthyroidism (11), agoraphobia 
(12), and panic disorder (13), also has been reported to 
be associated with HLA-Bw35 (11). Autoimmune ab- 
normalities have been described in hyperthyroidism 
and in mitral valve prolapse (11). An excess of thyroid 
autoantibodies has been reported in female patients 
with depression (7), especially in that subgroup of de- 
pressed patients who also give a history of panic at- 
tacks (14). Hypothalamic abnormalities have been 
suggested as the cause of the blunted TSH response to 
TRH seen in some patients with panic disorder (15). 
Similar blunting has been observed in patients with 
hyperthyroidism or nontoxic multinodular goiter, pa- 
tients who are euthyroid after treatment for hyperthy- 
roidism, and even some euthyroid relatives of patients 
with Graves’ disease (16). Our findings suggest the 
need for further research on the interrelationships be- 
tween thyroid disease and the hypothalamic-pituitary- 
thyroid axis in panic/agoraphobia. 
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Risk of Malignant Hyperthermia Among Patients 
With Neuroleptic Malignant Syndrome and Their Families 


Haggai Hermesh, M.D., Dov Aizenberg, M.D., Margo Lapidot, Ph.D., 
and Hanan Munitz, M.B., B.S. 





The occurrence of malignant hyperthermia in 20 pa- 
tients who had had neuroleptic malignant syndrome 
and in their 108 first-degree relatives was retrospec- 
tively studied. The patients had experienced a total of 
20 courses of ECT and 12 surgical operations in which 
drugs that can cause malignant hyperthermia were 
used, but no cases of malignant hyperthermia had oc- 
curred, and no cases had occurred in the 37 relatives 
who had undergone surgery or ECT. The authors con- 
clude that patients who have had malignant neurolep- 
tic syndrome are not at considerably greater risk than 
others for developing malignant hyperthermia during 
surgery or ECT; the clinical data suggest that the two 
disorders are not related. 

(Am J Psychiatry 1988; 145:1431~1434) 


N euroleptic drugs are among the most commonly 
prescribed medications in use today. One of their 
most serious adverse effects is the neuroleptic malig- 
nant syndrome (1-3). The syndrome is composed of 
hyperthermia and other autonomic disturbances, 
marked muscular hypertonus, various extrapyramidal 
signs, disturbed consciousness, and laboratory evi- 
dence of rhabdomyolysis (1-3). Even though the af- 
fected population is relatively young (average age=35 
years) (2, 3), neuroleptic malignant syndrome is fre- 
quently fatal (8% —30% mortality). It is usually caused 
by neuroleptic agents administered to psychotic pa- 
tients, but it has been reported in nonpsychiatric pa- 
tients as well (1, 3). 

Malignant hyperthermia is another iatrogenic hy- 
perthermic state. It is rare and results from exposure to 
certain pharmacologic “triggering” agents, most fre- 
quently the volatile anesthetic halothane and the mus- 
cle relaxant succinylcholine (4, 5). It has a very high 
mortality rate (up to 40%). It is often inherited in the 
autosomal dominant mode, and about half of the first- 
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degree relatives of malignant hyperthermia patients are 
unusually susceptible to malignant hyperthermia (4, 
5). 
The two syndromes are clinically very similar, and a 
common pathophysiology has been suggested (1, 2, 4— 
6). Some authors (6—8) have warned that patients with 
a history of neuroleptic malignant syndrome might be 
at greater risk for developing malignant hyperthermia 
when they are exposed to anesthetics and to succinyl- 
choline during surgery or ECT. Consequently, it has 
been recommended that surgery and ECT be avoided 
or that special precautions be taken when patients with 
neuroleptic malignant syndrome undergo these proce- 
dures. Conflicting opinions about cross-sensitivity to 
neuroleptic malignant syndrome and malignant hyper- 
thermia have appeared but have not been substanti- 
ated by systematic data. To elucidate the actual risk of 
malignant hyperthermia in a group of psychiatric pa- 
tients who had suffered from neuroleptic malignant 
syndrome, we undertook a retrospective study of their 
surgical and ECT histories. The study included the pa- 
tients’ first-degree relatives, since they were theoreti- 
cally also liable to develop malignant hyperthermia. 


METHOD 


For the purpose of collecting cases of neuroleptic 
malignant syndrome, we contacted psychiatrists and 
internists from the Tel Aviv area and asked them to 
recall any patients who either had been diagnosed as 
having neuroleptic malignant syndrome or had dis- 
played suspicious signs. This survey produced 30 
cases, five of which were excluded from our study— 
three because the patients had presented only partial 
forms of the syndrome and the other two because dif- 
ferent diagnoses (e.g., infection) had not quite been 
ruled out. All of the remaining 25 patients fulfilled 
Levenson’s criteria (2) for a definite diagnosis of neu- 
roleptic malignant syndrome. Two of these had died of 
the syndrome (patients 12 and 19). Twelve of the pa- 
tients were personally examined by us during at least 
one episode of neuroleptic malignant syndrome. 

Sufficient data about 20 of these 25 patients could be 
collected to investigate their surgical and ECT histo- 
ries. We collected data about first-degree relatives from 
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TABLE 1. Courses of ECT, Exposure to Succinyicholine, and Surgical Dperations Experienced by 20 Patients With Neuroleptic Malignant 








Syndrome 
Episodes 
of Age at 
Neuroleptic Time of Highest Dose 
Malignant Episodes Courses Exposures to of Succinyl- Surgical 

Patient Sex Syndrome (years) of ECT Succinylcholine choline (mg) Opera-ions 

1 F 2 46, 47 3 27 25 1 

2 F 1 16 2 15 15 C 

3 M 2 21, 38 2 14 25 1 

4 M 2 30, 37 2 10 20 a 

5 M 2 23, 28 2 1 20 — 

6 M 1 24 1 9 30 2 

7 M 1 15 1 5 20 2 

8 M 2 27, 32 2 16 25 1 

9 M 1 30 1 14 15 0 
10 M 1 26 1 6 30 0 
11 M 2 17, 18 2 28 15 0 
12 M 2 41, 42 1 — _ 0 
13 F 1 31 0 0 0 0 
14 F 1 19 0 0 0 0 
15 F 1 27 0 1 30 1 
16 F 2 49, 51 0 0 0 1 
17 M 1 23 0 0 0 0 
18 M 1 71 0 0 0 2 
19 M 1 59 0 0 0 1 
20 M 1 25 0 0 0 0 
Total 28 20 147 12 








15 available patients themselves and from personal in- 
terviews (by H.H. and D.A.) with at least two family 
members of each of the 20 patients. These interviews 
were preceded by telephone calls explaining the pur- 
pose of our investigation and asking for help in col- 
lecting relevant information about surgery and ECT 
for all family members. In addition to the two who had 
died, three patients still living could not be reached; 
information about their surgical and ECT histories 
was obtained from their psychiatric and general hos- 
pital charts, their doctors, and their relatives. After ob- 
taining all the patients’ original medical records, we eval- 
uated the general medical and psychiatric reports of all 
their hospitalizations in Israel in which surgical opera- 
tions had been performed or ECT had been adminis- 
tered. Direct questions to the patients, their families, and 
medical personnel were aimed at revealing post-ECT and 
postoperative complications and mortality. 


RESULTS 


Of the 20 patients with neuroleptic malignant syn- 
drome (table 1), eight had had the syndrome at least 
twice during their lifetimes. The mean age of the 20 
patients at the first occurrence of neuroleptic malig- 
nant syndrome was 31 years (range=15—71 years). 
Fourteen of the patients were male. All of the patients 
except one suffered from major psychiatric disorders 
(2.g., schizophrenia, bipolar affective disorder), with a 
mean+SD onset 9+7 years before their first episodes 
of neuroleptic malignant syndrome. Twelve of the pa- 
tients had had courses of ECT. Of these, five (patients 
2, 3, 5, 8, and 18) had been treated with ECT for their 
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neuroleptic malignant syndrome. Among the 12 ECT 
patients, six had had two separate courses and one had 
had three separate courses of ECT. In no case did com- 
plications ensue, despite a total of 147 intravenous 
administrations of succinylcholine in a dose range of 
15-30 mg. Some questionable additional intravenous 
administrations of succinylcholine to patient 12 were 
not included in our analysis because the anesthesiolo- 
gist’s report was not found in the patient’s hospital 
chart. Nine of the patients had had 12 uneventful >p- 
erations, although these had entailed the administra- 
tion of succinylcholine and halothane. 

Of the 108 family members of the patients with neu- 
roleptic malignant syndrome (table 2), 37 had had a 
total of 46 major operations and two courses of ECT, all 
without hyperthermic or myonecrotic complications. 


DISCUSSION 


A hypothesis regarding the common pathophys:ol- 
ogy of neuroleptic malignant syndrome and malignant 
hyperthermia has been suggested (1, 2, 4, 6). This Ay- 
pothesis is based mainly on three points: 1) Neurolep- 
tic malignant syndrome and malignant hyperthermia 
have clinical features in common, including fever, 
tachycardia, tachypnea, rigidity, elevated creatinine 
phosphokinase level, rhabdomyolysis, and frequent fa- 
tal outcome (1—5). 2) There have been successful ther- 
apeutic trials of muscle relaxants for both syndromes 
(4, 9); sodium dantrolene, an agent that acts primarily 
by affecting calcium flux across the sarcoplasmic retic- 
ulum of skeletal muscle, has been used successfully in 
both syndromes (4). 3) Abnormal results have been 


Am Į Psychiatry 145:11. November 1988 


TABLE 2. Surgical Operations and Courses of ECT Among First- 
Degree Relatives of 20 Patients With Neuroleptic Malignant Syn- 
drome 








Surgical 
Operations 
and 
Relatives Who Courses of 
First-Degree Had Surgery or ECT per 
Patient Relatives ECT Relative 
1 5 1 1 
2 5 2 4, 1° 
3 9 2 2,1 
4 10 3 2,1,1 
5 7 4 1,1,1,1 
6 6 2 1,1 
7 2 1 1 
8 7 2 1,1 
9 4 1 1 
10 4 3 1,1,2 
11 2 1 2 
12 7 3 1,1,1° 
13 2 0 0 
14 14 3 1, 1,1 
15 2 1 4 
16 2 1 1 
17 6 1 1 
18 6 1 1 
19 5 2 1,1 
20 3 3 2,2,1 
Total 108 37 46 








"One of these relatives had ECT. 


found on skeletal muscle contractility tests in patients 
with either of the disorders. This test is at present the 
most reliable diagnostic measure for patients suscepti- 
ble to malignant hyperthermia (5, 7). Skeletal muscles 
of patients susceptible to malignant hyperthermia 
show abnormal contractility in tesponse to halothane 
or caffeine (5). Caroff’s group (6, 8, 10) and others (11, 
12) examined muscles of patients who had recovered 
from episodes of neuroleptic malignant syndrome. 
When a muscle was triggered by the neuroleptic flu- 
phenazine, it demonstrated abnormal sensitivity. A re- 
sponse diagnostic of malignant hyperthermia was 
rarely found. It should be noted, however, that others 
(8, 13-15) have reported normal muscle contractility 
in patients with neuroleptic malignant syndrome. 
Nevertheless, the possibility that individuals suscep- 
tible to developirig one syndrome (neuroleptic malig- 
nant syndrome) may be vulnerable to developing the 
other (malignant hyperthermia) is an important factor 
when one considers general anesthesia for a patient 
with a history of neuroleptic malignant syndrome. 
Failure to prevent malignant hyperthermia by prophy- 
lactic administration of dantrolene (4) increases the 
risk. By the same token, some clinicians have been 
concerned about the possibility that malignant hyper- 
thermia will develop in susceptible patients with neu- 
roleptic malignant syndrome who undergo ECT, a 
procedure which involves the administration of suc- 
cinylcholine just before electrical stimulation (6, 7, 11, 
12, 16, 17). However, no reports of such cases were 
found by Caroff et al. (6), Johnson and Santos (16), or 
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us in our surveys of the literature to find documenta- 
tion between 1966 and 1986 of neuroleptic malignant 
syndrome as a complication of ECT. One communi- 
cation (18) which expressed puzzlement over the fact 
that there has been no reported association between 
ECT and malignant hyperthermia, despite the repeated 
use of succinylcholine, corroborates our findings. —_, 

As we stated previously, none of the patients who 
had had neuroleptic malignant syndrome and under- 
went ECT nor their relatives who underwent ECT had 
any ill effects despite repeated use of short-acting bar- 
biturates and succinylcholine in all cases. These results 
are in good accordance with sporadic reports of the 
safe use of ECT for patients with neuroleptic malig- 
nant syndrome. In a survey of cases of neuroleptic ma- 
lignant syndrome and ECT published in English, we 
found 16 additional patients who had had ECT at some 
point during their lifetimes (12, 19-31). There was no 
mention of any harmful consequences resembling malig- 
nant hyperthermia. 

As to the possible ill effect of general anesthesia in 
patients who have had neuroleptic malignant syn- 
drome, Lostra et al. (22) reported the case of a patient 
who underwent successful general anesthesia nine 
times for ECT after remission of an episode of neuro- 
leptic malignant syndrome. That patient had also had 
a previous uncomplicated appendectomy with general 
anesthesia, and there had been no complications from 
anesthesia in his family. Our study shows that general 
anesthesia is safe for these patients and for their fam- 
ilies, and this finding is in accordance with other case 
reports (10, 14, 17, 19, 22, 25, 32—35). 

Five patients from our ward were given ECT, includ- 
ing the administration of succinylcholine, as the only 
treatment for their neuroleptic malignant syndrome. 
No side effects were observed. This experience, when 
added to the few other published case reports of ECT 
for active neuroleptic malignant syndrome, reviewed 
by Pearlman (36) and Hermesh et al. (29), suggests 
that ECT may be safely given without major risk of 
malignant hyperthermia even during the active phase 
of neuroleptic malignant syndrome. However, it 
should still be used judiciously in the treatment of neu- 
roleptic malignant syndrome, since there are reports of 
serious cardiac arrhythmias after ECT (24, 37) and 
severe hyperkalemia after succinylcholine (38) in pa- 
tients with neuroleptic malignant syndrome. 

Our retrospective study showed no cross-vulnera- 
bility to malignant hyperthermia in patients who have 
had neuroleptic malignant syndrome and are undergo- 
ing general anesthesia or ECT. This lack of vulnerabil- 
ity was also found among these patients’ relatives. We 
conclude that it is relatively safe to use halothane, suc- 
cinylcholine, and ECT for patients who have experi- 
enced neuroleptic malignant syndrome, and this con- 
clusion is supported by the pertinent literature. 

There is no evidence confirming the hypothesis of a 
common pathophysiology for malignant hyperthermia 
and neuroleptic malignant syndrome. Since a common 
pathophysiology can be two-directional, investigation 
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of adverse effects (i.e, neuroleptic malignant syn- 
drome) of neuroleptics administered to patients with 
malignant hyperthermia and to their relatives seems 
warranted. One such case has already been reported 
(39). The patient, known to be susceptible to malig- 
nant hyperthermia, was exposed to four different neu- 
roleptics (thioridazine, thiothixene, haloperidol, and 
droperidol) without developing neuroleptic malignant 
syndrome. This benign outcome is similar to Wingard 
and Gatz’s experience with butyrophenone adminis- 
tered to patients susceptible to malignant hyperther- 
mia (40). Allsop and Twigley have also come to the 
conclusion that the link between malignant hyperther- 
mia and neuroleptic malignant syndrome is tenuous 
(35). 

In summary, patients who have had neuroleptic ma- 
lignant syndrome are not at significant risk for devel- 
oping malignant hyperthermia following the adminis- 
tration of succinylcholine. This finding supports the 
theory that malignant hyperthermia and neuroleptic 
malignant syndrome have a different pathogenesis. 
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The amount of time consultation psychiatrists in a 
large metropolitan teaching hospital spent providing 
direct services was studied over 1,104 consecutive con- 
sultation cases. Although the majority of cases re- 
quired less than 5 hours of psychiatric time apiece, 
more than 10% of these cases each received more than 
10 hours of direct services. This finding has important 
implications for understanding the types of psychiat- 
ric services provided to hospitalized medicallsurgical 
patients. 

(Am J Psychiatry 1988; 145:1435-1437) 





C onsultation/liaison psychiatry services provided 
to patients in the general hospital have not been 
traditionally viewed as a form of treatment. Rather, 
they have been defined in terms of differential diagno- 
sis, staif and physician consultation, and eventual link- 
age to the mainstream mental health services system. 

Interest in consultation/liaison psychiatry services 
has increased recently for two independent reasons. 
First, an increasing weight of evidence is documenting 
the substantial number of patients with psychiatric dif- 
ficulties who are treated within the primary care med- 
ical service system (1). Second, the escalating costs of 
medical care have stimulated interest in cost-contain- 
ment strategies. The literature on the ability of mental 
health services to reduce the costs of medical care (2) 
suggests that psychiatric treatment for targeted indi- 
viduals may, in fact, be cost-effective overall. Since 
consultation/liaison psychiatry involves both the gen- 
eral medical and psychiatric service systems, this spe- 
cialty is in a unique position to address both problems. 
Consultation/liaison psychiatry is not a small specialty. 
On the basis of a 1982 survey, the American Psychi- 
atric Association estimated that approximately 10% of 
the 30,000 psychiatrists in the United States were prac- 
ticing consultation/liaison psychiatry (3). 

It is conceivable, however, that services other than 
either consultation or liaison are provided by a stand- 
ard consultation/liaison psychiatry team. Anecdotal 
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and empirical reports of psychiatric treatments of gen- 
eral hospital patients haye appeared under the auspices 
of consultation/liaison (4). In general, such treatment 
approaches require substantially more direct patient 
contact than is traditionally expected of a consultation 
case. Although efforts have been made to specify the 
goals of psychiatric consultations, there is little infor- 
mation on the levels (intensity) of services provided by 
consultation/liaison psychiatry services. 

In the present study we investigated the intensity of 
consultation services provided to medical/surgical pa- 
tients in a large metropolitan teaching hospital. Con- 
sultation services presuppose a relatively small amount 
of direct patient contact (low intensity), whereas psy- 
chiatric treatment presupposes a fairly substantial 
amount of direct patient contact (high intensity). 
Therefore, a naturalistic epidemiologic study of the 
amount of patient services per consultation request 
should clarify the nature of the consultation/liaison 
services system. 


METHOD 


The subjects for the study were the patients involved 
in 1,104 consecutive psychiatric consultation cases at 
Northwestern Memorial Hospital from July 1, 1985, 
through December 1986. Initially, two types of data 
were obtained for each case: 1) the amount of time (in 
15-minute units) spent providing patient-specific psy- 
chiatric services and 2) the number of contacts re- 
quired for each consultation. The intraclass correlation 
for the interobserver reliability of the 15-minute units 
used in this study has been reported to be 0.77 (5). The 
following types of activities were included as patient 
specific: initial patient contact; follow-up visit; staff 
contact; supervision of resident, nurse-clinician, or so- 
cial worker on a specific case; and staff patient confer- 
ence (meeting with multiple staff members to discuss a 
specific patient). 

Once the initial data were tabulated, a secondary 
analysis was performed on 25 randomly selected cases 
representing high-intensity services (10 or more hours 
of direct services) and 25 randomly selected cases 
representing low-intensity services (2 or fewer hours 
of direct services). These two samples were compared 
on a set of demographic, diagnostic, and utilization 
variables. 
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FIGURE 1. Frequency Distribution of Time Spent on 1,104 Psy- 
chiatric Consultation Cases 
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TABLE 1. Frequency Distribution of Number of Contacts Required 
in 1,104 Psychiatric Consultation Cases 











Number of Contacts Cases 

With Patient or Staff Number Percent 
One 181 16.4 
Two 202 18.3 
Three 151 13.7 
Four 118 10.7 
Five 90 8.2 
Six to 10 220 19.9 
11 to 15 78 7.1 
16 to 20 48 4.3 
More than 20 16 1.4 





RESULTS 


Figure 1 presents the frequency distribution of time 
spent providing services in the 1,104 cases studied. The 
number of 15-minute units were summed for each case 
and rounded to the nearest hour. The cases requiring 
more than 10 hours each averaged 15.2 hours, and the 
longest amount of time spent was 33 hoyrs. The fre- 
quency distribution of the number of contacts for each 
case appears in table 1. 

The 25 high-intensity cases and 25 low-intensity 
cases were compared on age, sex, length of hospital 
stay, total charge, primary medical condition, and 
presence of a primary or secondary psychiatric condi- 
tion included in the hospital case-mix system, psychi- 
atric diagnosis, and primary task of the psychiatric 
consultant. The consultant’s task was categorized as 
one or more of the following: differential diagnosis, 
psychotropic medication management, psychotherapy/ 
behavior management, and linkage to the mental 
health service system. Information on the consultation 
was obtained from review of the consultation/liaison 
chart and information stored in the MICRO-CARES 
system (6). 

The high-intensity sample had a significantly higher 
frequency of males (17 of 25) than the low-intensity 
sample (10 of 25) (Fisher’s exact test, p<0.05). The 


1436 


high-intensity group was also significantly younger 
(t=2.02, df=48, p<0.05); the mean+SD age of the 
high-intensity group was 38.5+17.9, whereas the age 
of the low-intensity group was 49.1+19.0. The high- 
intensity sample stayed in the hospital significantly 
longer (t=4.91, df=48, p<0.001) and was charged 
more for their stays (t=3.91, df=48, p<0.001). The 
mean+SD length of stay of the high-intensity sample 
was 48.0+32.1 days, with an average charge of 
$54,410, while the length of stay of the low-intensity 
sample was 10.2+9.5 days, and their average charge 
was $9,661. Because of the skewed nature of these 
distributions, the comparisons of lengths of stay and 
charges were repeated after logarithmic transforma- 
tion of each variable. Both comparisons remained sig- 
nificant (t=6.80, df=48, p<0.001, and t=6.05, 
df=48, p<0.001, respectively). 

Of the 25 patients in the high-intensity sample, nine 
had spinal or head injuries or both, six were oncology 
patients, and four had problems associated with ac- 
quired immunodeficiency syndrome (AIDS). An addi- 
tional two patients had problems associated with 
substance abuse. The medical conditions of the low- 
intensity sample were far more varied. Four of these 
cases involved poisonings, three of which were thought 
to be suicide attempts. Two patients had spinal cord 
injuries. The remainder of cases consisted of a wide 
range of unduplicated diagnoses, including Raynaud’s 
disease and Mallory-Weiss syndrome. 

The two groups were also compared by DSM-III 
diagnosis. Although these two groups appeared to rep- 
resent different psychiatric case mixes, the only statis- 
tically significant difference was that more patients in 
the low-intensity group had personality disorders. The 
tasks of the psychiatric consultants included differen- 
tial diagnosis in 15 of the low-intensity cases and seven 
of the high-intensity cases. This difference was statis- 
tically significant (x7=3.98, df=1, p<0.05). Psycho- 
tropic medication management was involved in 16 
high-intensity cases and three low-intensity cases 
(x= 12.22, df=1, p<0.001). None of the low-intensity 
cases involved any direct psychotherapy/behavior 
management by the consultant; 18 high-intensity cases 
did involve these services (Fisher’s exact test, 
p<0.001). Finally, in eight of the low-intensity cases 
and 10 of the high-intensity cases efforts were made to 
connect patients with mainstream mental health serv- 
ices. These frequencies were not statistically different. 


DISCUSSION 


In the present study psychiatric treatment occurred 
in a low but substantial percentage of referrals to a 
consultation/liaison psychiatry service. More than 
10% of the patients studied received 10 or more hours 
of psychiatric care apiece. The consultations for a sim- 
ilar percentage involved more than 10 contacts. The 
intensity of services for these outliers is more congru- 
ent with short-term psychotherapy (1 hour per week 
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for 6—10 weeks) than with what has traditionally been 
thought of as consultation. 

The high- intensity cases were different from the low- 
intensity group in a number of important ways. First, 
although it is by no means surprising, it is nonetheless 
noteworthy that those patients receiving large amounts 
of psychiatric services tended to stay in the hospital 
much longer and have much higher hospital costs. Af- 
ter all, the patients needed to be present to receive 
services. 

The high-intensity cases were also different clini- 
cally. The low-intensity group had a higher prevalence 
of personality disorders than the high-intensity group. 
Also, the low-intensity consultations were frequently 
for differential diagnosis, whereas the high-intensity con- 
tacts were generally for psychotropic medication man- 
agement or psychotherapy or behavior management. 

The observed case mix of the group receiving high- 
intensity services is in interesting contrast to the pa- 
tient groups targeted by Mitchell and Thompson (7) as 
the most likely to benefit (in terms of both physical 
functioning and overall costs) from psychiatric inter- 
vention. Those authors predicted that patients with 
coronary artery disease, hypertension, diabetes, and 
chronic obstructive pulmonary disease would repre- 
sent the optimal patient groups. Although several pa- 
tients in both the high- and low-intensity samples in 
our study each had one or more of these conditions, 
they did not represent a substantial portion of either 
sample’s case mix. If these conditions represent a sub- 
stantially untapped “market” for general hospital psy- 
chiatric services, then one would imagine an even 
larger mental health service center under the auspices 
of consultation/liaison psychiatry (8). 

It is perhaps aphoristic to state that the intensity of 
services provided is not a sufficient criterion by which 
to differentiate treatment and consultation. However, 
from the perspective of the cost-effectiveness of psy- 
chiatric services, one must have different expectations 
of an intervention in which more than 10 hours of 
psychiatric time are invested and one requiring only 1 
or 2 hours of professional time. In addition, our data 
on the types of contacts support the notion that these 
high-intensity cases involved direct psychiatric treatment. 
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The data on the case mix of the psychiatric consul- 
tation services were provocative. They suggest demar- 
cations between brief consultations (1—4 hours), com- 
plex consultations (5—9 hours), and cotreatment (10 or 
more hours). Although this division is admittedly ar- 
bitrary, several avenues of further investigation are 
suggested. First, the nature of the consultation prob- 
lem and the services provided should be used to further 
distinguish brief and complex consultations from co- 
treatment. Second, the relationship of patient case mix 
to intensity of psychiatric services should be investi- 
gated as a means of building necessary mental health 
services into existing case mix reimbursement systems. 
Finally, the cost-effectiveness of cotreatment interven- 
tions should be studied independently of brief and/or 
complex consultations. In sum, the present results sug- 
gest that consideration of the intensity of psychiatric 
services provided by consultation/liaison psychiatry 
staff is an important variable in further specifying the 
cost-effectiveness of psychiatric services in the general 
hospital. 
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Blitz Rape and Confidence Rape: 
A Typology Applied to 1,000 Consecutive Cases 


Daniel C. Silverman, M.D., S. Michael Kalick, Ph.D., 
Sally I. Bowie, A.C.S.W., and Susan D. Edbril, Ed.M. 





The case records of 1,000 consecutive rape victims 
seen at a crisis center were analyzed to identify impor- 
tant categories of rape victimization. The most note- 
worthy finding was a replication and extension of the 
blitz rape and confidence rape typology. The distinc- 
tion between these two types of rape corresponded to 
a series of significant differences in the victims’ char- 
acteristics, the rape settings, the victims’ activities be- 
fore they were raped, the assailants’ characteristics, 
and the victims’ immediate responses to the assaults. 
The authors discuss the implications of these differ- 
ences with respect to specific strategies of outreach and 
treatment for victims of different types of rape. 

(Am J Psychiatry 1988; 145:1438-1441) 





his study examined patterns of victimization in 
the case records of 1,000 consecutive victims of 
completed rape seen in the Rape Crisis Intervention 
Program of Boston’s Beth Israel Hospital (1, 2). It 
attempted to distinguish important types of victims 
and rape incidents. The data were well suited to an 
examination of the blitz and confidence rape typol- 
ogy first proposed by Burgess and Holmstrom (3, 4). 
Blitz rape is a sudden surprise attack, whereas con- 
fidence rape involves an attacker with whom the vic- 
tim has had nonviolent interaction before the rape 
occurs. In confidence rape, the assailant uses deceit 
and false pretenses to gain access to the victim and 
then violently betrays this trust. Although the blitz/ 
confidence distinction is a common way of describing 
rape victimization (S—7), the nature of this typology 
has not been examined in detail in a large series of rape 
incidents. 
Research that can identify specific kinds of rape 
experience may facilitate more explicit and effective 
outreach and treatment for victims (8—10). As we will 





Received Aug. 28, 1987; revision received March 29, 1988; ac- 
cepted April 28, 1988. From the Department of Psychiatry and the 
Rape Crisis Intervention Program, Beth Israel Hospital, and the De- 
partment of Psychology, University of Massachusetts, Boston. Ad- 
dress reprint requests to Dr. Silverman, Department of Psychiatry, 
Beth Israel Hospital, 330 Brookline Ave., Boston, MA 02215. 

Copyright © 1988 American Psychiatric Association. 


1438 


discuss, the findings of this study suggest that the blitz 
and confidence types are important categories of rape. 


METHOD 


As an adjunct to clinical care of 1,000 consecutive 
rape victims who sought help at the hospital-based 
rape crisis center between 1974 and 1984, we used a 
protocol to collect information about the assaults, the 
victims, and the assailants. A coding system was de- 
veloped for variables related to the victims’ activities 
immediately before the rapes, the rape settings, char- 
acteristics of the victims and assailants, and particular 
affective, psychological, and behavioral responses that 
occurred during and immediately after the rapes. Cod- 
ing was done by research assistants who had demon- 
strated their competence in rating a selected subset of 
protocols during a training period. 

Since the variables coded for analysis were appro- 
priate for the evaluation of rape incident typologies, 
we made an effort to identify specific types of rape 
incidents in the data. A differentiation based on con- 
fidence rape and blitz rape was only one among many 
possibilities in the data set. In order to search for other 
typologies, a hierarchical cluster analysis was carried 
out. This technique (11, 12) specifies clusters of cases 
on the basis of their similarity across a number of var- 
iables and allows examination of each cluster to reveal 
its salient features. 

Subsequent to the hierarchical cluster analysis, we 
carried out a more specific analysis of the confidence/ 
blitz distinction. A blitz incident was operationally de- 
fined as marked by a “split-second realization of dan- 
ger on the part of the victim”; e.g., “she was jumped 
while on the street, was asleep to find the attacker on 
awakening, etc.” A confidence incident was defined as 
a situation in which “the offender is known to the 
victim, however slightly, and the victim’s realization of 
danger is gradual; she has spent some time with the 
assailant that was ‘nonviolent.’ ” Cases categorized ac- 
cording to the blitz/confidence distinction were cross- 
tabulated with the coded variables we have already 
mentioned to further define the nature of these two 
kinds of rape incidents. Chi-square and Fisher’s exact 
tests were used to judge statistical significance. 
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RESULTS 


For the hierarchical cluster analysis, we used alter- 
nate cases in two applications of the procedure to eval- 
uate the reproducibility of the findings. Three major 
clusters were identified in each of the two subsets, ac- 
counting, respectively, for 78% and 87% of the total 
number of cases. In each subsample, two of the major 
clusters were single or married women subjected to 
sudden surprise attack. The third cluster tended to 
consist of victims who had had some previous nonvi- 
olent interaction with their assailants. Thus, this pro- 
cedure, designed to consider all the features of the 
cases on which information was available, reliably 
produced a clustering pattern consistent with the op- 
erational definitions of blitz and confidence rape that 
we have described. 

Of the 1,000 cases reviewed, the information was 
sufficiently complete in 875 protocols to allow a cate- 
gorization of the type of rape. Blitz incidents consti- 
tuted 59.3% (N=519) of this sample, and confidence 
incidents accounted for 36.3% (N=318). In 4.3% 
(N=38) of the classifiable cases, the coders indicated 
that some other designation would be needed to de- 
scribe the rape incident. 

Statistical comparisons were done on 38 variables 
cross-tabulated with confidence and blitz incidents. 
The results were highly significant (p<0.01) for 16 of 
these variables and marginally significant (p<0.05) for 
three additional variables. The statistically significant 
comparisons are presented in table 1. In light of the 
large number of statistical tests performed, the few 
marginally significant findings, in particular, need to 
be viewed with caution. Unless identified to the con- 
trary, all comparisons shown in table 1 and noted in 
the text were found to be significant beyond the 0.01 
level of probability. 

Blitz rape victims were more likely than confidence 
rape victims to have been confronted with a weapon 
and were more likely to have been threatened with 
murder. Confidence rape victims were more likely to 
have consumed alcohol or drugs before the assault, to 
have felt anger during the incident, and to have offered 
some form of resistance. In addition, confidence rape 
victims waited longer after the incident before seeking 
help at the crisis center. 

Rapists in confidence assaults were more likely than 
blitz rapists to have consumed alcohol or drugs before 
committing the rape and more commonly prolonged 
the incident for more than 5 hours. Confidence as- 
saults were more likely to have occurred in the rapist’s 
home or car, whereas blitz assaults tended to occur in 
the victim’s home or an outdoor location familiar to 


her. 
DISCUSSION 


Burgess and Holmstrom’s blitz/confidence distinc- 
tion was based on a review of the cases of fewer than 
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100 rape victims seen in an inner-city emergency room 
during the course of 1 year (3). The present study en- 
compassed 1,000 incidents in a largely white, middle- 
class population over a 10-year period. The emergence 
of the confidence/blitz distinction as central in defining 
the major clusters of cases in the hierarchical cluster 
analysis and the pattern of significant differences be- 
tween blitz and confidence rape incidents lend support 
to the validity of this distinction as the basis of a rape 
typology. The current findings also suggest that spe- 
cific posttraumatic issues with distinct psychological 
and behavioral concomitants may be linked to the kind 
of rape the victim endured. This offers a basis for ex- 
ploring outreach, diagnostic, and therapeutic implica- 
tions of the confidence/blitz distinction. 

Some previous research has raised doubts about the 
usefulness of this distinction in predicting posttrau- 
matic distress. Sales et al. (13) found that among 127 
victims, the degree of acquaintance with the rapist was 
unrelated to measurements of recovery up to 6 months 
after the rape. Similarly, Santiago et al. (8) found in a 
sample of 35 victims that the blitz and confidence cat- 
egories were not associated with different degrees of 
distress as rated on a number of standardized scales 
which measure anxiety, depression, and fear. 

In contrast with the studies we have just mentioned, 
Frank et al. (14) and Ellis et al. (15) found that char- 
acteristics of the assault such as the degree of familiar- 
ity with the rapist and the brutality of the rape may be 
related to the severity of posttraumatic symptoms. Kil- 
patrick et al. (16) found that victims who thought they 
might be killed displayed more stress-related physio- 
logical symptoms than those who did not fear for their 
lives. 

We believe that the negative findings concerning the 
blitz/confidence distinction that have been previously 
reported are open to some question. The variables 
measured in those reports were from standardized 
scales of psychological adjustment and were not de- 
signed to detect the specific kinds of distress experi- 
enced by victims of rape. A recent study by Meyer and 
Taylor (17) lends support to this notion. In studying a 
group of 58 women up to 2 years after they had been 
raped, Meyer and Taylor used a series of items de- 
signed to be especially relevant to rape victims. They 
found that “behavioral self-blame” (a more likely con- 
comitant of confidence rape) was an important predic- 
tor of unresolved distress. According to Janoff-Bulman 
(18), behavioral self-blame refers to instances in which 
the victim attributed the rape to her own voluntary 
and potentially controllable actions (e.g., deciding to 
accompany the rapist to his apartment, hitchhiking). 
In the Meyer and Taylor study, the subjects with 
greater behavioral self-blame were more likely to be 
suffering from residual depression and sexual dissatis- 
faction than the subjects who expressed less behavioral 
self-blame. The subjects who expressed lower levels of 
behavioral self-blame (presumably more characteristic 
of blitz rape victims) tended to suffer from greater lev- 
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BLITZ RAPE AND CONFIDENCE RAPE 


TABLE 1. Characteristics of 837 Confidence Rape and Blitz Rape Incidents 











Confidence 
Rape Victims Blitz Rape Victims 
(N=318) (N=519) 
Characteristic N°? %, Ne o% se dé 
Victim’s occupation 16.12 4 
Professional, manager 26 22:3 88 41.2 
Clerical, service worker 70 59.8 94 46.1 
Victim’s marital status 12.03° 5 
Married, separated, widowed, 
divorced 65 20.7 138 26.7 
Never married 248 79.0 378 73.3 
Victim’s educational level 11.3° 5 
Graduate school, college, 
partial college 129 50.6 252 60.0 
High school, partial high 
school 120 47.0 155 36.9 
Victim’s living situation 19.04 5 
Lives alone 47 14.8 118 PPNA 
Lives with parents 93 29.2 116 22.4 
Rape setting 199.71 8 
Victim’s home 49 15.9 151 30.0 
Familiar outdoor place 32 10.4 172 34.2 
Rapist’s home 90 29.4 11 22 
Rapist’s car 62 20.1 38 7.6 
Victim’s activity before rape 431.27 5 
Sleeping 4 1.3 88 17.3 
Walking alone 4 1.3 176 34.5 
Routine activities at home 12 39 65 12:7 
With assailant in public or 
private place 134 43.7 14 2.8 
In transit with assailant 105 34.2 32 6.3 
Victim used alcohol or drugs 
before rape 113 37.4 60 11.6 Ted? 1 
Assailant’s race 22.07 5 
Black 66 35.7 188 51.6 
White 106 57:3 141 38:7 
Acquaintance between assailant 
and victim 212.20 2 
Assailant unknown to victim 104 32.9 417 81.9 
Some degree of acquaintance 205 64.9 79 15.7 
Assailant knew victim’s name 
and/or address 218 72.9 242 $1.3 36.36 2 
Weapon seen or suggested 72 24.9 259 53.8 61.27 2 
Threat of murder 103 35.2 232 48.5 20.65 2 
Assault situation lasted more 
than 5 hours 18 5.7 5 1.0 14.49 1 
Assailant used alcohol or drugs 127 61.4 83 28.1 55.16 
Victim experienced fear for her 
life 66 22.4 158 34.0 11.14 1 
Victim experienced anger 
during rape 66 22.4 70 15.0 6.65 1 
Victim attempted to resist 217 75.6 305 67.9 4.645 1 
Victim attempted to flee 60 20.9 57 12.8 8.67 1 
Time between assault and 
victim’s arrival at crisis 
program 24.27 3 
Less than 3 hours 58 20.6 174 37.3 
3 hours to 48 hours 130 46.1 177 37.9 
48 hours to 14 days 63 22.4 70 15.0 





Ns vary from item to item due to differing applicability (e.g., occupation: many victims were students and not yet employed). 
All differences are significant at p<0.01 except where noted. 
€9<0.05. 


els of fear-related symptoms, although this difference rape victims than the confidence rape victims (table 1). 
cid not reach statistical significance. The blitz rape victim has been the target of a sudden 

In the present study, fear for one’s life during the attack, generally in a setting she had assumed to be 
rape incident was more frequently reported by the blitz secure, and she is likely to have experienced an overt 
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threat to her life. In the study, although the confidence 
rape victims might have been threatened with or sub- 
jected to violence, the blitz rape victims were more 
than twice as likely to have seen a weapon or to have 
had its presence suggested, and actual threats of mur- 
der were made significantly more often in blitz than in 
confidence rapes. Fewer blitz rape victims resisted their 
assailants than did their confidence rape counterparts. 
Attempts to flee the situation occurred only half as 
frequently in blitz rapes. This suggests that blitz rape 
victims may be exposed to greater threats to life and 
may experience more subjective terror than confidence 
rape victims. As a result, they may suffer from greater 
problems of autonomically based posttraumatic symp- 
toms, such as nightmares, flashbacks, panic episodes, 
and heightened startle responses. 

For the confidence rape victim, behavioral self- 
blame and guilt appear to be central aspects of the 
experience. She has had nonviolent interaction with 
the assailant before being raped and may have accom- 
panied him to a less safe location under false pretenses. 
In the present study, she was more than three times as 
likely as the blitz rape victim to have consumed alcohol 
or drugs before the rape. These factors could produce 
greater feelings of responsibility for the rape’s occur- 
rence and a greater tendency to self-blame. In this in- 
vestigation, confidence rape victims took significantly 
longer to seek professional care. This delay may have 
been related to heightened feelings of shame, unrealis- 
tic guilt, or a sense of not deserving help because of 
these feelings (19). Blitz rape victims accounted for 
nearly 60% of the incidents reported in this large series 
and confidence rape victims for only 36%. We agree 
with Katz and Mazur (5) that it is probable that many 
victims of confidence rape never seek professional help 
at all and that confidence rape may represent the most 
common type of unreported rape incident. 

The significant differences between victims of confi- 
dence rape and blitz rape that we have described may 
indicate the need for specific strategies of outreach and 
treatment for victims of different types of rape. Con- 
fidence rape victims may need more active outreach 
and follow-up techniques, including help in dealing 
with conflicts about seeking and accepting professional 
care. Therapeutic interventions centered on symptoms 
of fear and anxiety may be an important focus of work 
with victims of blitz rape, while psychodynamic issues 
of shame, attribution of blame, guilt, and depression 
may be central to work with survivors of confidence 
rape incidents. 

The preceding discussion is not intended to imply 
that there is no overlap of issues in different types of 
rape, nor do we ignore the possibility that there may be 
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subtypes of the blitz and confidence categories that 
manifest features of both types of incident. Rather, it is 
our intention to suggest that the importance of certain 
clinical issues may vary in a somewhat predictable 
manner. We strongly urge that prospective studies be 
undertaken to examine the relation of rape typology to 
posttraumatic sequelae and recovery in order to define 
more precisely the important differences in the cogni- 
tive, physiological, and psychodynamic reaction pat- 
terns of victims. 


REFERENCES 


1. Bassuk E, Savitz R, McCombie S, et al: Organizing a rape crisis 
program in a general hospital. J Am Med Wom Assoc 1975; 30: 
486—490 

2. McCombie SL, Bassuk E, Savitz R, et al: Development of a 
medical center rape crisis intervention program. Am J Psychia- 
try 1976; 133:418-421 

3. Burgess AW, Holmstrom LL: Rape typology and the coping 
behavior of rape victims, in The Rape Crisis Intervention Hand- 
book. Edited by McCombie SL. New York, Plenum, 1980 

4. Burgess AW, Holmstrom LL: Rape: Victims of Crisis. Bowie, 
Md, Robert J Brady, 1974 

5. Katz S, Mazur MA (eds): Understanding the Rape Victim: A 
Synthesis of Research Findings. New York, John Wiley & Sons, 
1979 

6. Ruch LO, Hennessy M: Sexual assault: victim and attack di- 
mensions. Victimology 1982; 7:94—105 

7. Ellis EM: A review of empirical rape research: victim reactions 
and response to treatment. Clin Psychol Rev 1983; 3:473-490 

8. Santiago JM, McCall-Perez F, Gorcey M, et al: Long-term psy- 
chological effects of rape in 35 rape victims. Am J Psychiatry 
1985; 142:1338-1340 

9. Rose DS: “Worse than death”: psychodynamics of rape victims 
and the need for psychotherapy. Am J Psychiatry 1986; 143: 
817-824 

10. Silverman D: First do no more harm: female rape victims and 
the male counselor. Am J Orthopsychiatry 1977; 47:91-96 

11. Ward JH: Hierarchical grouping to optimize an objective func- 
tion. J Am Statistical Assoc 1963; 58:236-244 

12. Veldman DJ: Fortran Program for the Behavioral Sciences. New 
York, Holt, Rinehart & Winston, 1967, pp 308-317 

13. Sales E, Baum M, Shore B: Victim readjustment following as- 
sault. J Social Issues 1984; 40:117-136 

14. Frank E, Turner SM, Stewart BD: Initial response to rape: the 
impact of factors within the rape situation. J Behavioral Assess- 
ment 1980; 2:39-53 

15. Ellis EM, Acheson BM, Calhoun KS: An assessment of long- 
term reaction to rape. J Abnorm Psychol 1981; 90:263-266 

16. Kilpatrick DG, Veronen CJ, Best CL: Factors predicting psy- 
chological distress among rape victims, in Trauma and Its 
Wake: The Study of Post-Traumatic Stress Disorder. Edited by 
Figley CR. New York, Brunner/Mazel, 1985 

17. Meyer CB, Taylor SE: Adjustment to rape. J Pers Soc Psychol 
1986; 50:1226-1234 

18. Janoff-Bulman R: Characterological versus behavioral self- 
blame: inquiries into depression and rape. J Pers Soc Psychol 
1979; 37:1798—1809 

19. Stewart BD, Hughes C, Frank E, et al: The aftermath of rape: 
profiles of immediate and delayed treatment seekers. J Nerv 
Ment Dis 1987; 175:90-94 


1441 


Cacosmia and Neurobehavioral Dysfunction Associated With 
Occupational Exposure to Mixtures of Organic Solvents 


Christopher M. Ryan, Ph.D., Lisa A. Morrow, Ph.D., and Michael Hodgson, M.D. 





This study examined the interrelationships among 
occupational exposure to mixtures of organic solvents, 
neurobehavioral functioning, and complaints of cacos- 
mia. The latter was defined as nausea, headaches, and 
subjective distress in individuals exposed to neutral en- 
vironmental odors. The authors administered a battery 
of cognitive tests to men with and without a history of 
solvent exposure and found exposed workers to be 
impaired across a wide range of cognitive domains. 
Multiple regression analyses of exposed workers dem- 
onstrated a highly significant relationship between a 
history of cacosmia and performance decrements on 
measures of learning and memory. 

(Am J Psychiatry 1988; 145:1442-1445) 





ach year more than 20 million people in the 

United States are exposed to toxic substances in 
the home or work place (1). For the vast majority of 
those individuals, mixtures of organic solvents are the 
most frequent source of exposure. These ubiquitous 
carbon compounds are typically found in a variety of 
industrial and home products, including paints, var- 
nishes, glues, and cleaning agents, and are used in the 
manufacture of textiles and pharmaceutical and agri- 
cultural products. Because organic solvents have a spe- 
cial affinity for lipid-rich tissues, including brain tissue, 
they have been implicated in producing a wide range of 
somatic and neuropsychiatric symptoms. 

It is not uncommon for adults exposed to solvents to 
report increased forgetfulness, difficulties concentrat- 
ing, depressed affect, heightened irritability, dizziness, 
motor incoordination, and weakness in the extremi- 
ties. While it is generally believed that this reduction in 
physical and mental efficiency will clear spontaneously 
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several hours or days after the individual is removed 
from the exposure source (2), many individuals—par- 
ticularly those who have had multiple episodes of 
“solvent intoxication”—complain that their problems 
have not disappeared despite the fact that their last 
exposure occurred several months earlier. 

Objective evidence of neuropsychiatric impairment 
has been provided by several recent epidemiologic and 
clinical studies. Using structured psychiatric interviews 
and behavioral checklists, investigators have noted 
that when compared with control subjects or pub- 
lished norms, solvent-exposed workers report more fa- 
tigue, tension, irritability, mood changes, and difficulty 
with memory and concentration (3—5). On standard- 
ized neuropsychological tests, solvent-exposed work- 
ers have been found to perform more poorly than con- 
trol subjects on measures of reaction time, memory, 
abstract reasoning, visuospatial ability, manual dexter- 
ity, and perceptuomotor speed (6—9). Evidence of a 
dose-response relationship has been reported by a 
number of investigators (8, 10, 11), although this re- 
mains a controversial topic (12, 13). 

One complaint frequently voiced by individuals ex- 
posed to solvents but rarely discussed in the literature 
is parosmia—a perceived change in the sense of smell. 
Often these people not only report that their sense of 
smell is altered but complain that certain substances 
smell extremely unpleasant. Emmett (14) has charac- 
terized this disturbance as a cacosmia when individuals 
report that they find certain odors, which others would 
consider to be neutral or mildly unpleasant (e.g., hair 
spray, gasoline, perfumes), to be exceedingly disagree- 
able. This unusual olfactory hypersensitivity is typi- 
cally accompanied by headaches, dizziness, and feel- 
ings of nausea that are so salient that patients 
thereafter make a conscious effort to avoid repeated 
exposures to those substances. In our experience, in- 
dividuals typically report cacosmic sensations in set- 
tings away from the work place. In fact, it is not un- 
usual for these episodes to occur in people who have 
been removed from all sources of solvent exposure for 
several weeks or months. 

The present study was designed with two pur- 
poses in mind. First, we wished to determine whether 
solvent-exposed workers who complain of cognitive 
changes actually differ in performance on a battery of 
psychometrically sound neurobehavioral tests when 
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compared with a group of demographically similar non- 
exposed conttol subjects. Second, we wanted to exam- 
ine the possible interrelationships between neurobe- 
havioral functioning and several exposure-related 
variables, including subjective complaints of cacosmia. 
Given the rich neural interconnections between the ol- 
factory system and the temporal regions of the brain, 
we predicted that subjective complaints of cacosmia 
would be associated with relatively poorer perform- 
ance on those neurobehavioral tests sensitive to tem- 
poral lobe dysfunction. 


METHOD 


Blue-collar men with a documented history of expo- 
sure to mixtures of organic solvents were drawn from 
the occupational medicine clinic at the University of 
Pittsburgh School of Medicine. Each of the 17 subjects 
so recruited had reported either cognitive or affective 
changes in functioning and attributed these changes to 
exposure to solvents. Their medical histories revealed 
no preexisting psychiatric or neurologic disorder. Con- 
trol subjects were randomly selected from a pool of 
blue-collar workers who had been evaluated as part of 
a larger study of cognitive functioning in healthy blue- 
collar men (15). No control subject had a history of 
significant exposure to heavy metals, mixtures of or- 
ganic solvents, or toxic inhalents. Further, none had a 
history of psychiatric or neurologic disorder or renal 
or hepatic disease. Each exposed subject was matched 
to a control subject on the basis of áge and education. 
The mean+SD age and level of education were 41.5+ 
9.3 and 12.2+1.8 years for the exposed group and 
41.7+9.0 and 12.2+2.1 years for the control group. 

The Pittsburgh Occupational Exposures Test Bat- 
tery consists of a collection of well-known tests that 
include several subtests from the WAIS-R and the 
Wechsler Memory Scale, as well as a number of learn- 
ing, memory, visuospatial, and visuomotor tests that 
have previously been found to be sensitive in detecting 
impairments in groups of brain-damaged patients (16). 
On the basis of a factor analysis of data from nonex- 
posed control subjects (17), individual tests have been 
categorized into one of five functional clusters: general 
intelligence, learning and memory, visuospatial skills, 
psychomotor speed and manual dexterity, and atten- 
tion and mental flexibility. Detailed descriptions of ad- 
ministration procedures for each specific neuropsycho- 
logical test can be found elsewhere (17). 

Data on four solvent-related variables were obtained 
for each exposed worker. The first of these is contin- 
uous; the remainder are dichotomous. 

Duration of exposure (in years) to solvents was as- 
certained from a detailed occupational and environ- 
mental chemical exposure assessment conducted at the 
occupational medicine clinic. No worker had been ex- 
posed for less than 1 year (mean=7.4 years, range=1— 
18 years). 

Recency of exposure was also ascertained from in- 
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terview. For this dichotomous variable, subjects who 
had been exposed in the 72 hours before our assess- 
ment were considered to be recently exposed. 

Peak exposure was defined as an incident in which 
the subject was suddenly and briefly exposed (less than 
1 day) to high levels of solvents. In addition to their 
peak exposure, they had a history of chronic low-level 
exposure for at least 1 year. 

The presence of cacosmia was ascertained from a 
series of structured interview questions about sensory 
changes. Subjects were classified as cacosmic only if 
they described a heightened sensitivity to certain odors 
(e.g., gasoline, perfumes) and reported that exposure 
to such substances induced feelings of náusea and a 
desire to avoid the source of exposure. In the pres- 
ent study, eight exposed subjects met the criteria for 
cacosmia. 


RESULTS 


Because our test battery contains a number of inter- 
correlated outcome measures, multivariate techniques 
were used in an effort to reduce the probability of 
making type I errors. To determine whether solvent 
exposure produced significant neurobehavioral im- 
pairments in this sample, exposed and nonexposed 
workers were compared on each of the five clusters of 
tests by using Hotelling’s T? statistic. No between- 
group differences (T7=0.57; F<1, df=3, 30) were 
found on any estimate of general intelligence (informa- 
tion, picture completion, and similarities subtests from 
the WAIS-R). However, exposed subjects were found 
to perform significantly more poorly than control sub- 
jects in the remaining four cognitive domains: learning 
and memory (T7=20.98; F=2.95, df=6,27, p= 
0.024), visuospatial skills (T?=13.69; F=3.10, df= 
4, 29, p=0.030), attention and mental flexibility (T7= 
20.89; F=6.53, df=3, 30, p=0.002), and psychomo- 
tor speed and manual dexterity (T7=18.89; F=4.28, 
df=4, 29, p=0.007). Results from the univariate anal- 
yses of each test are summarized in table 1. It is un- 
likely that these differences reflect an attempt on the 
part of certain subjects to exaggerate the severity of 
their problerns, since all subjects were given a test de- 
veloped to detect malingering (17), and none had 
scores that fell outside the normal range. g 

Stepwise multiple regression techniques (Statistical 
Package for the Social Sciences New Regression) were 
used to predict neuropsychological test scores from the 
four exposure-related variables, as well as a fifth vari- 
able—age at the time of testing. Only the nine neuro- 
psychological variables that were significant, or mar- 
ginally significant, in the between-group comparisons 
were used as dependent variables. Neither age nor 
length of exposure had a significant impact on perform- 
ance. In contrast, recency of exposure affected perform- 
ance on the immediate visual reproductions and block 
design tests (R?==0.34 and 0.41, respectively; p<0.01), 
history of a sudden peak exposure affected perfor- 
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TABLE 1. Neuropsychological Test Scores of Blue-Collar Workers Exposed or Not Exposed to Solvents 





Exposed 


Test From Pittsburgh Occupational 





Exposures Test Battery (16) Mean 
General intelligence 
WAIS-R information? 11.0 
WAIS-R similarities” 10.0 
WAIS-R picture completion* 9:3 
Learning and memory 
Incidental memory 5.8 
Verbal learning 21.0 
Delayed verbal recall 6.4 
Symbol-digit learning 20.1 
Delayed symbol-digit 5.7 
Recurring words 44.3 
Visuospatial 
Immediate visual reproductions 9.9 
Delayed visual reproductions 8.4 
Block design” 10.6 
Embedded figures—total “7 
Psychomotor speed and manual dexterity 
Embedded figures—time® 11.4 
Trail making—part A‘ 34.6 
Grooved pegboard—dominant* 84.8 
Grooved pegboard—nondominant* 87. 
Attention and mental flexibility 
Trail making—part B® 107.2 
WAIS-R digit span* 10.7 
WAIS-R digit symbol* 9.0 


“WAIS-R age-scaled scores. 


Workers (N= 


17) 


SD 


ma C\ \0 00 & = m= Ww 


Nmhre wh 
—Uat 


au N e 


NN 
W be be to 


38.9 
2.4 
2.0 


Nonexposed Control 
Subjects (N=17) 


Mean SD 


(df=32) p 
10.8 1.9 0.15 0.87 
10.1 2.4 0.12 0.90 
9.7 1.9 0.58 0.56 
7.2 1.8 2.18 0.04 
27.2 7.8 2.24 0.03 
7.9 2.3 1.77 0.09 
212 6.1 0.56 0.58 
6.6 0.6 2.63 0.01 
45.0 3.0 0.68 0.50 
12.1 2.8 2.47 0.01> 
12.2 2.9 3.40 0.002" 
12:4 1.7 2.04 0.05 
8.8 1.2 1.97 0.06 
8i 25 2.46 0.02 
23.0 8.3 3.22 0.003” 
68.8 11.3 2.51 0.02 
74.7 10.4 1.89 0.07 
63.2 18.9 4.19 0.001» 
10.2 2.7 0.53 0.50 
9.8 1.9 1.23 0.22 





‘Significantly different at the 0.05 level after application of the Bonferroni correction for multiple variables within each cluster. 


“Higher scores reflect poorer performance. 


mance on the embedded figures—total and grooved 
pegboard—dominant tests (R*=0.42, p<0.01; and 
R?=0.23, p<0.05), and cacosmia affected perfor- 
mance on the verbal learning and immediate visual 
reproductions tests (R?=0.31 and 0.20, respectively; 
p<0.05). 


DISCUSSION 


Although our groups of exposed and nonexposed 
blue-collar workers were of comparable age, educa- 
tional level, and intelligence (as estimated by several 
WAIS-R subtests), those individuals with a docu- 
mented history of exposure to solvents showed impair- 
ment across a wide range of cognitive domains. Be- 
cause ours was a clinical, rather than an epidemiologic, 
study, we are not in a position to conclude that all 
workers with a history of solvent exposure will invari- 
ably manifest similar deficits. However, the overall 
pattern of results is consistent with that previously re- 
ported by other investigators, working primarily in the 
Nordic countries. That is, our data suggest that ex- 
posed workers who present cognitive complaints, par- 
ticularly complaints of problems with memory and 
concentration, are likely to manifest significant impair- 
ment when formally evaluated with standardized, psy- 
chometrically-sound, neuropsychological tests. 

Of particular interest is the relationship between 
several solvent exposure variables and neuropsycho- 
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logical test scores. Results from the stepwise multiple 
regression analyses indicate that, contrary to expecta- 
tion, length of exposure had little appreciable impact 
on test scores. In contrast, both recency of exposure 
and a history of a sudden peak exposure influenced 
performance on certain tasks. The interrelationships 
between those two exposure variables and perform- 
ance do not appear to be random; rather, individuals 
who reported a recent exposure and/or a sudden high 
exposure were most likely to manifest performance 
decrements on the neurobehavioral tasks that require 
rapid response and have a visuospatial/constructional 
component. 

A different pattern of associations was observed be- 
tween neurobehavioral test scores and cacosmia. Pa- 
tients who reported experiencing nausea after contact 
with certain odors performed most poorly on those 
tests requiring verbal learning or visual memory (e.g., 
Immediate Visual Reproductions). Because olfactory 
functions were not measured objectively in this study, 
our data do not provide unequivocal evidence that the 
neural systems subserving olfactory functions have 
been disrupted in solvent-exposed adults. Our findings 
are, however, consistent with the hypothesis that 
chronic solvent exposure may affect so-called rhinen- 
cephalic structures. We know from other studies, par- 
ticularly those of surgical patients or epileptic adults, 
that damage to limbic and medial-temporal structures 
produces a series of behavioral aberrations that in- 
clude changes in olfaction (18, 19) and learning and 
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memory (20, 21). Given the apparent hypersensitivity 
of limbic structures to a wide range of other toxic 
agents (22), it would not be at all surprising to find 
anatomical and physiological evidence of limbic lobe 
damage in individuals who have experienced chronic 
occupational exposure to mixtures of organic solvents. 
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A Comparison of DSM-III and DSM-III-R Schizophrenia 


Wayne S. Fenton, M.D., Thomas H. McGlashan, M.D., and Robert K. Heinssen, Ph.D. 





The authors compared DSM-III and DSM-III-R def- 
initions of schizophrenia among 532 inpatients treated 
in a long-term residential setting and reevaluated an 
average of 15 years later. Largely by excluding those 
with nonbizarre delusions (somatic, grandiose, or reli- 
gious) without hallucinations, DSM-III-R reduced the 
number of patients diagnosed with schizophrenia by 
10%. With the exception of the sign and symptom 
variables used to define them, the DSM-III schizo- 
phrenic patients included (N= 164) and excluded (N= 
18) by DSM-III-R did not differ with respect to demo- 
graphic, premorbid, or long-term outcome character- 
istics. The authors argue that frequent changes in diag- 
nostic schemes in the absence of evidence of improved 
validity are likely to impede progress in research. 

(Am J Psychiatry 1988; 145:1446-1449) 





D ifferences in the scope and definition of schizo- 
phrenia over time and at various locations have 
rendered past research on the disorder difficult to in- 
terpret and often have precluded grouping studies to- 
gether to generalize from them (1). Correcting these 
difficulties was a major goal of DSM-III, which pro- 
vided standard criteria for each diagnostic category 
that were operationally defined and tested for reliabil- 
ity and thus represented a major development in de- 
scriptive psychiatry (2, 3). Although controversy con- 
cerning the DSM-III approach to schizophrenia is not 
over (1—4), the publication of DSM-III in 1980 set a 
standard such that nearly all current American re- 
search on schizophrenia uses this definition. As a con- 
sequence, confidence that researchers in different set- 
tings at different times are studying similar groups of 
patients has increased. 

The diagnosis of schizophrenia in accordance with 
DSM-III requires six elements: A) characteristic symp- 
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toms; B) deterioration in functioning; C) 6-month du- 
ration of illness; D) absence of a major affective syn- 
drome; E) onset before age 45; and F) nonorganic 
cause. Proposed revisions of the criteria, DSM-III-R, 
were published in 1987; although they appeared 
roughly comparable to the original criteria, they incor- 
porated specific changes in subcriteria A (symptoms) 
and D (duration of illness). Subcriterion E (age at on- 
set) was dropped and replaced by a new subcriterion 
requiring prominent delusions or hallucinations. if 
there is a history of autistic disorder. 

Since, like its predecessor, DSM-III-R is likely to be 
widely adopted in clinical and research settings, pro- 
posed modifications bear careful evaluation. In this re- 
port, we apply both definitions to a large heteroge- 
neous group of inpatients to explore the extent to 
which the modifications proposed in DSM-III-R alter 
the current DSM-III definition of schizophrenia. The 
availability of long-term outcome data for the patients 
studied allows a comparative assessment of the predic- 
tive validity of the two definitions. 


METHOD 


The DSM-III and DSM-III-R definitions of schizo- 
phrenia were applied to 532 inpatients participating in 
the Chestnut Lodge follow-up study. The setting, 
method of retrospective diagnostic assessment, method 
of outcome evaluation, and testing of the reliability for 
all measures have been described in detail (5, 6). In- 
cluded in the follow-up study were all patients dis- 
charged between 1950 and 1975 and a smaller cohort 
of nondischarged inpatients from a comparable period 
of time. Extensive medical records were transposed 
and summarized into a 25-page document called a 
clinical chart abstract. From this, each patient was 
rated on a large range of demographic, predictor, and 
diagnostic sign and symptom variables, including the 
constituent subcriteria of several diagnostic systems. It 
was found that four modern diagnostic criteria for 
schizophrenia could be applied meaningfully and reli- 
ably to case records for the purpose of rediagnosis. 
These criteria sets (New Haven [7], Feighner et al. [8], 
Research Diagnostic Criteria [RDC] [9], and DSM-III) 
were compared in detail in an earlier report (10). 

For the current study, a computer-assisted method 
for rediagnosing patients in accordance with DSM-III- 
R was developed. Since we had previously assembled a 
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large database that included reliable ratings on the 
constituents of several diagnostic systems, these ele- 
ments were combined where possible to form algo- 
rithms for DSM-III-R subcriteria. For example, the item 
“delusions” under subcriterion A of DSM-III-R is iden- 
tical to the delusions item from the New Haven criteria 
(7). Similarly, the incoherence/loosened associations 
item from DSM-III-R overlaps completely with the 
analogous item in the Feighner et al. (8) criteria. Where 
identical database items were not available (e.g., spe- 
cific auditory hallucinations and history of autism), the 
clinical chart abstracts were rereviewed and the new 
items were rated by one of us (W.S.F.). In this manner, 
every patient was rated on each of the six subcriteria of 
DSM-III-R, and patients meeting all subcriteria were 
given the DSM-III-R diagnosis of schizophrenia. 

Outcome data for patients participating in this study 
were collected an average of 15 years after discharge 
(range 2—32 years) via interviews with the subjects 
and/or significant others by a member of the research 
team blind to the patient’s baseline data. The informa- 
tion, gathered after informed consent was obtained, 
was sufficient to rate 38 outcome dimensions with ad- 
equate reliability (6). 


RESULTS 


Among the 532 patients studied, DSM-III defined 
182 patients (34%) and DSM-III-R defined 164 pa- 
tients (31%) as schizophrenic. All patients who met 
DSM-III-R criteria also met DSM-III criteria. The new 
definition, however, excluded 18 patients (10%) diag- 
nosed as schizophrenic by the old definition. By means 
of a computerized “sifting” procedure, data from pa- 
tients meeting DSM-III criteria were passed through 
each subcriterion of DSM-III-R to determine why the 
latter definition was narrower by 10%. Most (17 of 
18) DSM-III schizophrenic patients excluded by DSM- 
III-R showed patterns of characteristic symptoms that 
met the former but not the latter definition’s symptom 
subcriteria. This included 12 patients with nonbizarre 
delusions (somatic, religious, or grandiose) without 
hallucinations, incoherence, or affect disturbance and 
five patients with hallucinations not rising to the level 
of severity or type required by DSM-III-R (e.g., rare, 
equivocal, or visual hallucinations). One other patient 
was excluded because of the history of autism subcri- 
terion of DSM-III-R. These 18 patients were reclassi- 
fied under DSM-III-R’s category of atypical psychosis. 

To assess the potential validity of narrowing the def- 
inition of schizophrenia, we compared the 18 patients 
failing to meet DSM-III-R criteria with the 164 pa- 
tients who met the criteria across 14 core demo- 
graphic, premorbid, and outcome variables. Analysis 
between groups used the chi-square statistic for cate- 
gorical variables and t test (two-tailed) for continuous 
variables. Since testing 14 variables simultaneously in- 
creases the risk of obtaining positive results by chance 
alone, the Bonferroni correction for inequality was 
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used, and the significance level for individual variables 
was set at 0.01 (11). The two groups did not differ 
significantly with respect to age, gender, marital status, 
or IQ; premorbid and prognostic functioning as mea- 
sured by the Phillips scale (12), Menninger scale (13), 
and Chestnut Lodge prognostic scale (14) and length 
of previous hospitalization also were comparable for 
the two groups (table 1). 

Outcome data were available on 89% of DSM-III 
schizophrenic patients (146 of 164) meeting DSM-III- 
R and 72% of patients (13 of 18) excluded by DSM- 
III-R. Long-term outcome for the two groups in the 
domains of work, socialization, symptoms, further 
hospitalization, and global functioning was compara- 
ble (table 1). 


DISCUSSION 


Largely through the influence of the Feighner et al. 
(8, 15) criteria and, later, DSM-III, the scope and con- 
cept of the term “schizophrenia” has contracted sub- 
stantially in the United States over the last 15 years (1— 
4, 16). Our data suggest that DSM-III-R criteria, 
which require a stricter range of symptoms than is 
required in DSM-ITJ, will further narrow the definition 
of schizophrenia by about 10%. Furthermore, since 
our sample consisted mostly of severely and chroni- 
cally ill schizophrenic patients, we consider this 10% 
to be a conservative estimate. 

The 18 DSM-III schizophrenic patients excluded by 
DSM-III-R were reclassified under the category of 
atypical psychosis. Although many showed symptoms 
of a delusional (paranoid) disorder, they did not meet 
this disorder’s requirement of relatively normal behav- 
ior apart from the delusion and its ramifications. The 
nature of our sample was such that nearly all patients 
had undergone a general functional collapse leading to 
the recommendation for long-term hospitalization. 

The desirability of further narrowing our definition 
of schizophrenia rests in part on the question of valid- 
ity (17). Since our present level of understanding does 
not allcw construct validity for any definition of schizo- 
phreniz, predictive validity has most often been used to 
evaluate and compare diagnostic criteria (3). Although 
DSM-III-R patients may be more homogeneous with 
respect to their symptoms, our data do not suggest that 
such homogeneity improves predictive validity. As a 
group, the patients excluded by DSM-III-R had long- 
term profiles indistinguishable from the remaining pa- 
tients. 

The repeated failure to find any biologic variable 
consistently associated with schizophrenia has been a 
major impetus for narrowing definitions of the disor- 
der over the past decade. It has been assumed that the 
identification of biologic correlates would be facili- 
tated by striving for greater uniformity in terms of 
phenomenology and prognosis. At present, however, a 
consensus appears to be developing regarding the 
probatle symptom pleotropism and etiologic hetero- 
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TABLE 1. Characteristics of DSM-III Schizophrenic Patients Who Met or Failed to Meet DSM-III-R Criteria for Schizophrenia at Index 


Hospitalization (Baseline) and at Long-Term Follow-Up 





DSM-III-R Schizophrenia 


Positive 
Characteristic Mean SD 
At index hospitalization” 
Age at admission (years) 27.9 8.0 
IQ 110 13 


Phillips scale score (0= 

best adjustment, 12= 

poorest) 6.5 2:9 
Menninger scale skills score 

(4=best adjustment, 0 

=worst) 2.3 1.1 
Chestnut Lodge prognostic 

scale score (0=worst, 


12=best) 6.5 2.6 
Previous hospitalizations 
(months) 27 34 


At long-term follow-up® 

Length of stay at Chestnut 

Lodge (months) 49.6 49.4 
Hospital time since 

discharge (4=none, 0= 

100% of follow-up) 2:2 1.6 
Percent follow-up time 

symptomatic (4=none, 

0=100%) 0.97 1:3 
Employment time since 

discharge (4=all the 

time, 0=none) 1.1 l; 
Frequency of meetings with 

friends (4=at least once 

a week, 0=not at all) 1.4 1.7 
Clinical global outcome 

score (4=normal, 0= 

continuous disability) 1.1 1.2 


n 








Nonsignificant 
Negative Comparison 

Mean SD t df 
27.9 8.0 0.01 180 
116 9 1.51 117 
7.7 2.8 — 1.66 171 
2.3 1.3 0.00 177 
6.6 2.2 0.32 180 
40 84 1.30 175 
43.3 34.9 —0.45 157 
2.8 1.4 1.26 157 
0.97 Ld —0.32 155 
1:7 1.8 1.24 155 
0.9 1.4 —0.98 153 
1.3 1:3 0.49 157 


DSM-III-R schizophrenia positive, N=164; DSM-III-R schizophrenia negative, N=18. Nonsignificant differences between groups also 
included gender (85 [52%] DSM-III-R positive and six [33%] DSM-IM-R negative patients were men; x7=0.95, df=1) and marital status 
(38 [23%] DSM-III-R positive and five [28%] DSM-III-R negative patients were “ever married”; x°=0.25, df=1). 

° DSM-III-R schizophrenia positive, N=146; DSM-III-R schizophrenia negative, N=13. 


geneity of schizophrenia (18). These concepts refer to 
both the likelihood that single etiologies can have mul- 
tiple symptom expressions and the notion that multi- 
ple etiologies can be expressed in common symptom 
patterns. Were this the case in schizophrenia, no re- 
duction in symptomatic or prognostic heterogeneity 
could be expected to reduce biologic or etiologic het- 
erogeneity. Advocates of this point of view favor a 
research strategy that begins with broad definitions of 
schizophrenia and uses such features as treatment re- 
sponse, family history, neurophysiologic dysfunction, 
or putative biologic markers in an effort to sort out 
etiologically homogeneous subtypes of the disorder. 
A body of data has been amassed on several cur- 
rently available broad and narrow definitions of schizo- 
phrenia (3). We question whether it is desirable for the 
American Psychiatric Association to change its 
“standard” definition too often, because to do so will 
again reduce the extent to which we can generalize 
from current and past research. When changes are 
deemed advisable, elements from established earlier di- 
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agnostic tools might be combined where possible in 
new ways to form new definitions. This approach 
would facilitate rapid evaluation of proposed changes 
and allow us to create algorithms to convert to the new 
diagnostic system and hence build on previous studies. 
Research progress will be impeded if we are forced to 
rediscover the wheel every 7 to 10 years. 
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Panic Disorder in Psychiatrically Hospitalized Children 


Norman E. Alessi, M.D., and Jed Magen, D.O. 





In a sample of 136 psychiatrically hospitalized chil- 
dren, panic disorder was identified in four boys and 
three girls. Six had separation anxiety disorder, and 
four had depressive disorders. This report documents 
the occurrence of panic disorder in children. 

(Am J Psychiatry 1988; 145:1450-1452) 





eparation anxiety disorder during childhood has 

been reported in adults later diagnosed as having 
panic disorder (1, 2). In addition, in several studies of 
adults (2, 3) there have been retrospective reports of 
the onset of panic attacks during childhood. A similar 
observation was made in a recent study demonstrating 
the presence of panic disorders among adolescents (4). 
In that study, in addition to separation anxiety disor- 
der during the childhood of these adolescents, in sev- 
eral cases the onset of panic attacks was noted. To our 
knowledge, no study has verified the existence of panic 
attacks during childhood despite retrospective reports 
of their occurrence. 

The following study provides further documentation 
of the presence of panic disorders during childhood. It 
also provides information concerning the relationship 
of panic attacks to separation anxiety and depressive 
disorders in psychiatrically hospitalized children. 


METHOD 
The sample comprised 136 children consecutively 


admitted to the University of Michigan Child Psychi- 
atry Diagnostic and Research Unit. On admission to 
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the unit, each child was interviewed by a senior staff 
psychiatrist and a fellow in child psychiatry. A DSM- 
III symptom checklist consisting of 354 questions and 
phrases that assess the nature, severity, and duration of 
each symptom was completed after 2 weeks of hospi- 
talization and at discharge. A thorough developmental 
and family history was obtained. Further diagnostic 
information obtained during the hospitalization in- 
cluded neuropsychological and psychological test re- 
sults, milieu observations, and reports from the hospi- 
tal’s school. Discharge diagnoses were formulated and 
took into account the child’s past psychiatric history 
and all clinical information gathered during the child’s 
hospitalization. DSM-III was used in making all diag- 
noses identified in this study. More structured diagnos- 
tic interviews were not chosen as many of the children 
included in this study were unable to cooperate with 
the structure necessary to complete the interview (5). 
Others had significant speech and language disorders 
or learning disabilities that made it impractical to ad- 
minister a structured or semistructured interview (6). 
Additionally, many of the parents of these patients 
were very poor historians or were only marginally in- 
volved in the care of their children. 

A patient was diagnosed as having a panic disorder 
if he or she met the DSM-III criteria for panic attacks 
on at least three occasions during the 2 weeks after 
admission. All panic attacks and symptoms were based 
on observations made by the clinical staff. The tech- 
nique of observation was chosen because of the limited 
information concerning the validity and reliability of 
structured interviews in assessing panic attacks in chil- 
dren (7). Particular care was taken to not include ep- 
isodes that appeared to have occurred after separation 
from the primary care object. 


RESULTS 


Of the 136 psychiatrically hospitalized children, 
seven (5.15%) were identified as having panic disorder 
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TABLE 1. Features of Seven Children With Panic Disorder 
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Age at Onset 
Age F of Panic Attacks 
Patient (years) Sex Referral Symptoms (duration) (years) Othėr Diagnoses 

1 11 M School refusal (2 weeks), 10 Dysthymic disorder, separation 
depression (6 months), anxiety disorder, attention 
somatic complaints (6 deficit disorder with 
months) hyperactivity 

2 12 F Aggression (>6 months), 3 Separation anxiety disorder 
academic problems (>6 
months) 

3 11 M School refusal (6 months), 11 Major depression, separation 
depression (6 months), anxiety disorder 
classroom problems (6 
months), somatic complaints 
(6 months) ; 

4 7 M Aggression (>6 months), 5 Dysthymic disorder, 
danger to others (>6 overanxious disorder, 
months), fire setting (>6 adjustment disorder 
months), hyperactivity 
(lifelong) 

5 12 F Aggression (6 months), school 6 Separation anxiety disorder, 
refusal (6 months) oppositional disorder 

6 12 F Aggression (>6 months), 11 Separation anxiety disorder 
school refusal (lifelong), 
phobia (>6 months), 
substance abuse (>6 months) 

7 12 M Depression (6 months), 12 Major depression, separation 
withdrawal (6 months), anxiety disorder, obsessive- 
eating problems (6 months), compulsive disorder 
psychosis (6 months) 

(see table 1). These seven did not differ significantly DISCUSSION 


from the other children in mean+SD age (10.941.9 
versus 9.52.6 years), ratio of boys to girls (4:3 versus 
86:43), or mean+SD socioeconomic status (4.2+0.8 
versus 3,941.1). All the children with panic disorder 
were prepubertal. School refusal and aggression were 
the most frequently reported referral symptoms; their 
duration ranged from 2 weeks to lifelong. Depressiori 
and somatic complaints were the next two most fre- 
quent referral syniptoms. In the subjects with major 
depression, the onsets of depression and panic attacks 
appeared to have coincided. 

The mean+SD age at oriset of the panic attacks in 
these children was 8.3+3.6 years (range=3—12 years). 
Trembling or shaking, dyspnea, palpitations, and diz- 
ziness were observed in over 50% of the seven chil- 
dren, whereas chest pain or discomfort, choking, faint- 
ness, fear of dying, hot and cold flashes, and sweating 
were observed in just less than 50%. The least ob- 
served symptom was paresthesias, which were ob- 
served in only one case. 

Comorbid conditions associated with the panic dis- 
order included depressive disorders, separation anxiety 
disorder, attention deficit disorder, and oppositional 
disorder. Six of the children had separation anxiety 
disorder, arid four of the six had depressive disorders, 
two major depression and two dysthymic disorder. Be- 
cause of the chronic clinical courses of the depressive 
disorders and separation anxiety disorder it was not 
possible in these cases to determine clear chronologies 
of the interaction of these disturbances. 
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To our knowledge, this is the first study to document 
the presence of panic disorder in psychiatrically hos- 
pitalized children. These results support earlier reports 
that panic disorder can begin during childhood (2-4). 
Also, the results strongly suggest that a subpopulation 
of children with separation anxiety disorder have 
panic disorder during childhood. It appears that pariic 
disorder occurs more frequently among children with 
major depression or dysthymic disorder, supporting 
observations linking these disturbances in depressed 
adults (8). 

The most important question is why panic disorder 
has not been identified in children before. There are 
several possible reasons: 1) theoretically, there has 
been a tendency to identify severe childhood anxiety 
disorders as separation anxiety, school phobia, or 
overanxious disorder; 2) clinicians in hospital settings 
might misdiagnose these disturbances as either con- 
duct disorder or “borderline regression,” arid 3) if 
seen on an outpatient basis these children’s problems 
might be diagnosed as school phobia, separation anx- 
iety, conduct disorder, or depression. Clinicians are 
not used to looking specifically for panic disorder 
symptoms, and young children may not be able 
to identify symptoms as clearly as adolescents arid 
adults. This matter is complicated by the co-occur- 
rence of panic disorder with both separation anxiety 
and depression. 
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Methodologically, an important issue is the impact 
of hospitalization on the expression of separation anx- 
iety disorder and panic disorder. Does the hospitaliza- 
tion worsen these conditions? Might the hospitaliza- 
tion convert separation anxiety disorder to panic 
disorder? To what degree can panic disorder be iden- 
tified on an outpatient basis? 

The delineation of panic disorder in children raises 
several important questions: 1) What are the best tech- 
niques to assess for panic attacks in children? 2) Are 
children with panic disorder and separation anxiety 
disorder at greater risk for the development of later 
psychopathology? 3) Is there a greater family history 
of panic and affective disorders among this group? and 
4) Is childhood panic disorder associated with an ab- 
normal pathophysiology similar to that in adult panic 
disorder? The identification of panic disorder in chil- 
dren opens the door to further psychobiological stud- 
ies that will not only help elucidate the neurobiology of 
depression, but broaden the conceptualization of psy- 
chopharmacological interventions. 
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A Comparison of Three Measures 
for the Diagnosis of Borderline Personality Disorder 


Lynne E. Angus, Ph.D., and Elsa Marziali, Ph.D. 


Three instruments for diagnosing borderline person- 
ality disorder were administered to 22 outpatients. 
There was poor concordance among the indexes for 
the identification of the disorder, and more than half of 
the sample received more than two DSM-III axis I 
diagnoses. 

(Am J Psychiatry 1988; 145:1453-1454) 


prerequisite for the empirical study of the border- 

line personality is the establishment of the dis- 
order as a valid psychiatric diagnosis. To this end in- 
vestigators have attempted to develop standardized 
measures that can consistently differentiate border- 
line personality disorder from other types of mental 
disorders (1-6). 

Currently the instrument most widely used to diag- 
nose borderline personality disorder is the Diagnostic 
Interview for Borderline Patients (1). While its sensi- 
tivity and specificity have been shown to be compara- 
ble to those of clinicians’ DSM-ITI-based judgments (1, 
4), studies assessing the degree of concordance be- 
tween the two assessment methods (2, 3) have pro- 
duced mixed results. Additionally, several studies (4— 
6) have reported an overlap between borderline 
personality disorder and the other DSM-III axis II 
disorders. 

The purpose of the present study was to examine the 
DSM-III axis II profiles of psychiatric outpatients who 
had been clinically diagnosed as having borderline per- 
sonality disorder. Three measures were used: 1) the 
Diagnostic Interview for Borderline Patients, a semi- 
structured interview, 2) the Personality Disorder Ques- 
tionnaire (S. Hyler et al., 1986), a self-report question- 
naire, and 3) the Personality Disorder Examination 
(6), a structured interview. The specific aims were to 
assess the degree of concordance among these mea- 
sures for the identification of borderline personality 
disorder and to assess the type and frequency of over- 
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lap between borderline personality disorder and the 
other personality disorders. 


METHOD 


The 22 subjects were 20 women and two men, aged 
18 to 43 years, who had each been referred to the 
outpatient clinic of a psychiatric hospital with a DSM- 
IlI-based clinical diagnosis of borderline personality 
disorder. The length of time since the diagnosis of bor- 
derline personality had first been made ranged from 6 
months to 10 years, and all but two patients had pre- 
viously received some form of psychiatric treatment. 
The patients’ DSM-III axis I diagnoses included mixed 
schizophrenia (N=1) and affective disorder (N=2). 
Their employment histories indicated that over the 
past 5 years four patients had been consistently em- 
ployed, six had been intermittently employed, nine had 
been unemployed, and two had been students. All pa- 
tients signed informed consent statements and agreed 
to participate in the diagnostic assessment study. 

Each patient was assessed by a trained clinician on 
two separate occasions and was randomly assigned to 
either the Diagnostic Interview for Borderline Patients 
or the Personality Disorder Examination. To deter- 
mine the interrater agreement for each measure, the 
interviewers’ criteria ratings for six subjects were 
matched with those of a judge who listened to audio 
recordings of the original interviews. Interrater agree- 
ment on the diagnosis of borderline personality disor- 
der was very high for both the Diagnostic Interview for 
Borderline Patients (kappa=1.0) and the Personality 
Disorder Examination (kappa=1.0). Interrater agree- 
ment on the overall identification of the 11 DSM-III 
personality disorders in the six subjects given the Per- 
sonality Disorder Examination was also high (kap- 
pa=0.78). The Personality Disorder Questionnaire 
was completed on a third occasion as part of a larger 
battery of self-report questionnaires. 


RESULTS 


Twenty of the 22 patients assessed in this study met 
the criteria for borderline personality disorder in at 


1453 


CLINICAL AND RESEARCH REPORTS 


least one of the three measures. The concordance of 
the Diagnostic Interview for Borderline Patients, Per- 
sonality Disorder Examination, and Personality Disor- 
der Questionnaire for the identification of borderline 
personality disorder was consistently low. Only seven 
of the 20 patients (35%) were diagnosed as borderline 
on the basis of all three measures (kappa=0.05; kappa 
for more than two “judges,” i.e., measures). Since the 
Diagnostic Interview for Borderline Patients was de- 
signed to specifically identify borderline personality 
disorder, this method was compared with the two 
other measures. It agreed with the Personality Disorder 
Examination on the borderline personality disorder di- 
agnosis for seven patients (35%, kappa=0.08) and 
agreed with the Personality Disorder Questionnaire on 
10 patients (50%, kappa=—0.33). The Personality Dis- 
order Examination and Personality Disorder Ques- 
tionnaire agreed on nine patients (45%, kappa=0.25). 
Overall, the Personality Disorder Questionnaire iden- 
tified the most patients (80%) as having borderline 
personality disorder, followed by the Diagnostic Inter- 
view for Borderline Patients (60%) and the Personality 
Disorder Examination (45%). 

Of the 20 patients diagnosed as having borderline 
personality disorder with at least one measure, 18 
(90%) were assigned at least one additional axis II 
diagnosis on the basis of the Personality Disorder 
Questionnaire, while 11 (55%) were assigned an ad- 
ditional axis II diagnosis with the Personality Disorder 
Examination. For the seven patients diagnosed as hav- 
ing borderline personality disorder according to all 
three measures, the number of additional personality 
disorder diagnoses was 2.1 on the basis of the Person- 
ality Disorder Examination and 2.9 on the basis of the 
Personality Disorder Questionnaire. In contrast, the 
Personality Disorder Examination identified no addi- 
tional axis II diagnoses for the eight patients diagnosed 
as having borderline personality with only one meas- 
ure, while the Personality Disorder Questionnaire 
identified an average of 1.75 additional axis II disor- 
ders in the same subgroup. The most frequent addi- 
tional axis II diagnoses identified with the Personality 
Disorder Examination were dependent (17.2%), mas- 
ochistic (17.2%), and paranoid (13.0%) personality 
disorders. With the Personality Disorder Question- 
naire, schizotypal (13.6%) and dependent (14.6%) 
personality disorders were the two most frequent ad- 
ditional axis II diagnoses. (Personality Disorder Ques- 
tionnaire criteria for the diagnosis of masochistic per- 
sonality disorder were not available at the time this 
study was completed.) 


DISCUSSION 


The small sample size warrants a cautious interpre- 
tation of the results. The moderate to poor concord- 
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ance among the three measures for the identification of 
borderline personality disorder is consistent with the 
findings of Nelson et al. (3). These discrepancies may 
be due in part to across-system differences in assess- 
ment criteria and administration formats. 

There was also considerable overlap between the 
borderline personality disorder and other axis II diag- 
noses. With the Personality Disorder Questionnaire 
90% of the patients received one or more additional 
diagnoses, and with the Personality Disorder Exami- 
nation over half of the group received at least one 
additional axis II diagnosis. The number of additional 
axis II diagnoses increased in direct proportion to the 
degree of between-measure concordance for borderline 
personality disorder, 

The results suggest that axis II disorders identified 
by the standardized methods used in this study are not 
independent and that new criteria need to be explored. 
Kernberg (7), for example, has argued that it is the 
underlying level of intrapsychic personality organiza- 
tion which accurately characterizes differences be- 
tween patients, not differences in symptom clusters. 
Additionally, two central issues of importance for cli- 
nicians treating patients with personality disorders are 
the roles of persistent disruptions in interpersonal re- 
lationships and the management of heightened emo- 
tional reactions. Accordingly, promising directions for 
future studies of the validity and reliability of DSM-III 
axis II diagnoses include explorations of links among 
personality traits, emotions, and defenses (7), between 
behavioral criteria and developmental levels (8), and 
between mental schema and unconscious cognitive 
processes (9). 
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Higher Frequency of Neuroleptic-Induced Dystonia 
in Mania Than in Schizophrenia 


Henry A. Nasrallah, M.D., Cynthia M. Churchill, M.D., 
and Ghada A. Hamdan-Allan, M.D. 





In a study of 135 schizophrenic and 46 manic male 
patients treated with neuroleptics, a significantly high- 
er proportion of the manic patients (26.1%) than of 
the schizophrenic patients (5.9%) developed acute dys- 
tonia. This suggests a higher vulnerability to acute 
extrapyramidal symptoms in mania. 

(Am J Psychiatry 1988; 145:1455—1456) 





I has been shown that tardive dyskinesia occurs 
more frequently in patients with affective disorders 
than in other diagnostic groups exposed to neuroleptic 
treatment (1-5). Acute dyskinesias, which occur 
within a few days of neuroleptic drug administration, 
bear a strong resemblance to tardive dyskinesia; the 
symptoms include intermittent muscular spasms lead- 
ing to abnormal postures of the eyes, face, neck, and 
throat; oculogyric crises; blepharospasm; trismus; 
forced jaw opening; grimacing; protrusion or twisting 
of the tongue; distortion of the lips; and glossopharyn- 
geal contractions (6). 

The similarity of acute and tardive dyskinesia symp- 
toms suggests that a similar pathophysiological mech- 
anism is involved in the extrapyramidal system. We 
hypothesized that if patients with affective disorders 
are more susceptible to tardive dyskinesia after chronic 
exposure to neuroleptics, they may also be more likely 
to develop acute dyskinesias following treatment with 
neuroleptic drugs. 


METHOD 


A retrospective chart study of the frequency of acute 
dystonic reactions in bipolar and schizophrenic pa- 
tients was planned. To improve the reliability of the 
study, the following constraints were established. 1) 
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Among patients with affective disorders, only bipolar 
patients were studied, since they frequently require 
neuroleptic treatment during manic episodes, whereas 
most patients with unipolar depressions do not. 2) 
Only male patients under the age of 45 years were 
studied, to avoid the confounding effects of fluctua- 
tions in female gonadal hormones on the dopaminergic 
system (7-8) and to control for the effects of age as 
well, since age is known to influence extrapyramidal 
reactions (9). 3) Only patients who had not been ex- 
posed to neuroleptics for 6 months or more at the time 
of admission were studied. Whenever possible, the first 
lifetime exposure to neuroleptics was identified. 4) 
Acute dystonic reactions were used as evidence of 
acute dyskinesia following neuroleptic drug treatment 
because of the superior documentation of the onset of 
acute dystonic reactions in the medical records by both 
the nursing staff, who usually observe them first, and 
the physician, who usually manages them with paren- 
teral medications. Other less painful and/or dramatic 
dyskinesias are usually less well documented in the 
records. 5) Patients who had been receiving prophy- 
lactic anticholinergic drugs before the onset of an acute 
dystonic reaction were excluded from the study. 6) The 
control group of schizophrenic patients was selected 
only from the nonparanoid subtype, to eliminate any er- 
ror due to the possible diagnostic overlap between para- 
noid schizophrenia and mania with paranoid features. 

Subject to these methodological constraints, two re- 
searchers blind to the hypothesis of the study exam- 
ined the records of all eligible patients who had been 
discharged from a hospital over a 5-year period with a 
DSM-III diagnosis of bipolar disorder (manic) or 
schizophrenia (nonparanoid), The documentation for 
a dystonic reaction was an explicit description of an 
acute episode by a nurse and/or physician in the prog- 
ress notes, as well as an entry noting that immediate 
treatment with an intravenous or intramuscular anti- 
cholinergic, antihistaminic, or benzodiazepine drug 
had provided prompt relief of the symptoms. 

One hundred thirty-five schizophrenic and 46 manic 
patients were finally included in the comparative study 
of the frequency of acute dystonia in the two popula- 
tions. The mean+$D dose of neuroleptics was 
783+471 mg/day for the schizophrenic group and 
590+353 mg/day for the bipolar group; the difference 
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was not significant (t=0.78, df=179, n.s.). All of the 
bipolar patients had received lithium in addition to 
neuroleptics. Both groups had been treated predomi- 
nantly with high-potency neuroleptics (haloperidol, 
fluphenazine, trifluoperazine). 


RESULTS AND DISCUSSION 


We found that 26.1% (12 of 46) of the manic pa- 
tients had developed a dystonic reaction, compared to 
only 5.9% (eight of 135) of the control group of non- 
paranoid schizophrenic patients. The difference be- 
tween the two groups was highly significant (p=0.001, 
Fisher’s exact test). 

The results validated our hypothesis that bipolar pa- 
tients are more likely to develop acute dyskinesias (spe- 
cifically, acute dystonia) than nonparanoid schizo- 
phrenic patients. This finding supports the assumption 
that a higher vulnerability to tardive dyskinesia in af- 
fective illness may also indicate a higher susceptibility 
to acute dyskinesia. 

The frequency of dystonic reactions found in this 
study (approximately one in every four bipolar men 
and one in every 17 schizophrenic men) suggests that a 
significant number of manic male patients are likely to 
develop a serious acute extrapyramidal reaction which 
usually requires immediate medical management. Thus, 
manic male patients receiving neuroleptics should be 
considered to be at high risk for acute extrapyramidal 
symptoms and should be carefully monitored. 

The bipolar patients’ simultaneous intake of lithium 
in the drug treatment regimen in this study must be 
regarded as a possible factor in those patients’ higher 
vulnerability to dystonic reactions. Lithium and sev- 
eral other drugs (e.g., L-dopa, bromocriptine, metoclo- 
pramide, phenytoin, and carbamazepine) are known to 
produce dystonic reactions. Thus, a future study of 
bipolar patients given neuroleptics only is necessary to 
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confirm that neuroleptics cause a higher rate of dysto- 
nia in manic male patients. Another approach would 
be to study the frequency of dystonia in nonpararoid 
schizophrenic patients who are given both neuroleptics 
and lithium and in those given neuroleptics only, to see 
whether the addition of lithium accounts for the higher 
risk of dystonia. 

Finally, the study reported here was retrospective 
and had the usual limitations of retrospective studies. 
Regardless of the methodological attempt to control 
for various factors, a controlled prospective replication 
is indispensable to confirm the hypothesis that bipolar 
patients are at higher risk for acute dystonia and the 
implication that the nigrostriatal dopamine system is 
neurochemically more predisposed in bipolar patients 
zhan in schizophrenic patients to the development of 
acute and tardive dyskinesias. 
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Effect of Phototherapy on Spontaneous Eye Blink 
Rate in Subjects With Seasonal Affective Disorder 


Richard A. Depue, Ph.D., William G. Iacono, Ph.D., 
Rachel Muir, B.A., and Paul Arbisi, B.S. 








Eye blink rate was measured in four subjects with 
seasonal affective disorder and in four control sub- 
jects before and after phototherapy. The subjects 
with seasonal disorder blinked twice as often as the 
control subjects before therapy but no differently after 
phototherapy. , 

(Am J Psychiatry 1988; 145:1457-1459) 


e hypothesized elsewhere that central dopamine 

functioning may be involved in seasonal affec- 
tive disorder, and initial findings with indicators of 
dopamine activity, such as prolactin secretion and hy- 
pothermic response to heat challenge, supported this 
notion (1). An additional indicator of interest is eye 
blink rate, because central dopamine activity appears 
to modulate the rate of spontaneous eye blinking in 
primates and in human beings (2). For instance, the 
dopamine agonists apomorphine and bromocriptine 
effect a dose-related increase in the blink rates of pri- 
mates, whereas sulpiride, a D, postsynaptic receptor 
blocker, obliterated the apomorphine-induced increase 
when administered before apomorphine injection (2~ 
4). Dose-related effects were not found for a-adren- 
ergic agonists, the sedative action of diazepam, or do- 
pamine (which does not cross the blood-brain barrier), 
the latter finding suggesting that the dopamine effect 
on blinking is of central origin (2). 

The findings in studies of human beings are consis- 
tent with those in studies of animals. Blink rates are 
reduced in patients with Parkinson’s disease, which is 
thought to be strongly related to dopamine deficiency 
in the neostriatum and perhaps in the nucleus accum- 
bens, and this reduction is correlated with the stage of 
disability of the disease (2). When such patients expe- 
rience L-dopa-induced dyskinetic periods, the blink 
rate is roughly double that of nondyskinetic periods. 
Conversely, in patients with normal cerebral ventricles 
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who had schizophrenia—a disorder hypothesized to be 
related to dopamine overactivity in some forms (5)— 
blink rates were found to be higher than in control 
subjects (2, 5); however, when these patients took neu- 
roleptic medications, they showed a decrease in eye 
blink rate that correlated with a reduction in their 
positive symptoms (2, 6). We now report an explor- 
atory study showing that an elevated blink rate in pa- 
tients with seasonal affective disorder was reduced by 
phototherapy. 


METHOD 


The participants in the study were four premeno- 
pausal female subjects with seasonal affective disorder 
and four premenopausal female control subjects 
matched for age (meantSD=28.7+4.1 years, range= 
21-33, for the subjects with seasonal affective disor- 
der; meant+$D=27.2+4.9, range=20-32, for the con- 
trol subjects; t=1.08, df=6, p=0.25). The subjects 
were obtained through media advertisements, and re- 
spondents were interviewed with a modified version of 
the Schedule for Affective Disorders and Schizophre- 
nia—Lifetime Version (SADS-L). The subjects with 
seasonal affective disorder met the DSM-III criteria for 
major depression, which had developed during the fall, 
had been continuous during the winter, and had remit- 
ted the following spring for at least the past 3 consec- 
utive years; they also met the newly developed DSM- 
III-R criteria for a seasonal pattern of major 
depression. The winter depressions were not in reac- 
tion to seasonally varying psychosocial stressors. The 
subjects with seasonal affective disorder also had to 
have been free of depressed periods during the past 3 
consecutive summers. Interview reports of subjects 
with seasonal affective disorder concerning their be- 
havior during the summer showed that they satisfied 
the criteria for hypomania included in the DSM-III 
criteria for cyclothymic disorder. No other axis I dis- 
order existed in the subjects with seasonal affective 
disorder. The control subjects were free of psychiatric 
disorder, as determined by the same structured inter- 
view. Potential subjects (with seasonal affective disor- 
der or without) who reported postmenopausal status, 
pregnancy, use of birth control pills during the previ- 
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ous 4 months, use of any prescribed medication during 
the past 6 months, any form of substance abuse, men- 
strual cycle irregularities, endocrinopathies or other 
relevant medical conditions, an eating disorder, or epi- 
lepsy were excluded. Four persons with seasonal affective 
disorder and four matched control subjects who met all 
of the criteria were asked to participate; all gave written 
informed consent, and all completed the protocol. 

Between Jan. 5 and Feb. 21, the subjects underwent 
a 2-week exposure to full-spectrum artificial light (Vi- 
talite), with an intensity of 2500 lux measured at eye 
level, from 6:00 to 8:00 a.m. and from 6:00 to 8:00 
p.m. daily. To control for the effects of expectation, 
the subjects were also exposed at the same daily times 
for 1 week before the bright light treatment to dim 
light (300 lux, achieved by placing brown paper over 
the Vitalite screen). The dim light was given before the 
bright light because a short withdrawal period after 2 
weeks of bright light might not have been sufficient to 
leave blink rates unaffected (7). To counter the effects 
of differential expectations for the two light condi- 
tions, dim light was described in scientific jargon as a 
condition of “diffuse” (as opposed to “direct bright”) 
light, and the special “structure” of the brown paper 
was shown to the subjects. Moreover, the subjects 
were told that both diffuse light and direct light have 
resulted in clinical changes in past studies, and this 
study was described as further testing the efficacy of 
these two types of light. One-way analysis of variance 
(ANOVA) with repeated measures of the affective dis- 
order subjects’ ratings of expectations for clinical im- 
provement before the study and before treatment with 
each light condition showed no significant difference 
between light conditions (F=0.17, df=2, 6, n.s.). 

Depression was assessed blindly in the subjects with 
seasonal affective disorder and in the control subjects 
by the 21-item Hamilton Rating Scale for Depression a 
week before the study (baseline) and at the end of the 
dim and bright light treatment periods. The interrater 
agreement on Hamilton depression ratings, ascer- 
tained by use of audiotape, was 0.94. 

The vertical electro-oculogram (EOG), which regis- 
ters eye blinks, and the horizontal EOG were recorded 
on a Beckman R612 dynograph in a sound-deadened, 
dimly lit room at the end of the dim and bright light 
periods. Silver/silver chloride electrodes were attached 
at the superior and inferior orbital rims of the subject’s 
left eye to record blinks and to the outer canthi for 
horizontal EOG recording. A ground electrode was 
attached to the right ear lobe. An AC coupling with a 
3-second time constant was used. 

A blink was operationally defined as a sharp high- 
amplitude wave greater than 100 uV and less than 
1000 msec in duration; this definition is consistent 
with, but more stringent than, that used in past human 
blink rate studies (2). High-amplitude waves coinci- 
dent with horizontal eye movements were not counted 
as blinks. 

To control circadian factors and to measure blinks 
during the symptomatically worst time of day for sub- 
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jects with seasonal affective disorder (8), blink record- 
ings were made between 3:00 and 6:00 p.m. After the 
subject had a 10-minute period to become adjusted to 
the recording room, blinks were recorded for a 3- 
minute period while the subject sat silent. No subject 
wore contact lenses during the recordings, and none 
of the subjects fell asleep. The dependent variable was 
the total number of blinks occurring in the 3-minute 
period. 


RESULTS 


The Hamilton depression scores of the control sub- 
jects at the three assessments did not exceed the range 
of 1—4 (mean+$D=1.5+1.1 at baseline, 1.7+1.9 after 
dim light, and 0.5+1.1 after bright light). The Hamil- 
ton depression scores for the subjects with seasonal 
affective disorder were 22.4+3.9, range=17-29, at 
baseline; 20.3+3.6, range= 15-27, after dim light; and 
2.9+1.9, range=0-6, after bright light). The univari- 
ate repeated measures ANOVA (with the Greenhouse- 
Geisser conservative degrees of freedom) on the Ham- 
ilton depression scores of the patients with seasonal 
affective disorder was highly significant (F=165.70, 
df=1, 3, p<0.001), and post hoc Newman-Keuls tests 
showed that, whereas the baseline and dim light Ham- 
ilton depression scores did not differ significantly, both 
of these scores differed significantly from the bright 
light score (all p values<0.01). 

An ANOVA with repeated measures (with the 
Greenhouse-Geisser conservative degrees of freedom) 
on the blink data revealed a significant Group by Light 
Condition interaction (F=6.51, df=1, 6, p<0.04). As 
confirmed by post hoc Newman-Keuls tests, the sub- 
jects with seasonal affective disorder had a significantly 
higher blink rate than did control subjects in the dim 
light condition (mean+$D=69.25+28.1 blinks/3 min 
for the subjects with seasonal affective disorder and 
31.25+23.9 for the control subjects; p<0.01). The 
two groups did not differ significantly after 2 weeks 
of phototherapy (mean+$D=44.75+20.8  blinks/3 
min for the subjects with seasonal affective disorder 
and 49,25+39.7 for the control subjects; p<0.50). 
Minute-by-minute analysis of the variation in blink 
rate across the 3-minute period revealed no significant 
differences between groups and light conditions and no 
significant interaction, indicating that blink rate was 
stable across the 3-minute recording period in both 
groups and in both light conditions. 


DISCUSSION 


Although these results should be replicated in a 
larger sample, they indicate that subjects with seasonal 
affective disorder had an elevated rate of spontaneous 
eye blinking during a winter photoperiod, a rate that 
was more than double the rate of the control subjects. 
This elevated rate appears to have been a state phe- 
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nomenon, since it was reduced, along with depressed 
mood, to the level of the control subjects by photo- 
therapy. If the current findings are not specific to the 
eye blink control system but, rather, reflect a more 
generalized, central dopamine problem in seasonal af- 
fective disorder, they raise two hypotheses. First, high 
blink rate may result from compensatory up-regula- 
tion of the dopamine D, receptors involved in the eye 
blink system due to reduced functional activity of do- 
pamine. In the anterior pituitary and in the case of 
some behaviors, a reduction in dopamine can result in 
an up-regulation of D, binding sites and an enhanced 
responsiveness to dopamine (9, 10), but it is uncertain 
whether eye blink D, receptors are regulated in a man- 
ner similar to that of the D, brain receptors thought to 
mediate prolactin and behaviors relevant to seasonal 
affective disorder (1). Consistent with the hypothesis 
of up-regulated D, receptors is our finding of ex- 
tremely low prolactin secretion in seasonal affective 
disorder (1). Second, increased dopamine functional 
activity could also account for elevated blink rates, but 
such a dopamine condition, if generalized to other cen- 
tral dopamine systems, is not consistent with the ob- 
servations that dopamine strongly facilitates locomo- 
tion and affective behavior but that seasonal affective 
disorder is characterized by a marked reduction in the 
facilitation of behavior and affect (1). 
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Cold Agglutinin Titers in Psychiatric Patients 


Baruch Spivak, M.D., Margaret Radwan, M.D., Dror Elimelech, M.D., Avi Molcho, M.D., 
Gideon Avidan, M.D., Richard Ohring, B.A., and Samuel Tyano, M.D. 





Cold agglutinin titers were obtained from the serum 
of 41 psychiatric patients. The 21 chronic schizo- 
phrenic patients tended to have positive cold aggluti- 
nin titers; the authors suggest that this immunological 
finding may be associated with long-term neuroleptic 
treatment. 

(Am J Psychiatry 1988; 145:1460-1461) 





C old agglutinins, both normal and pathological, 
are autoantibodies of the IgM class. They may be 
found in the serum of healthy subjects and at a higher 
than normal rate in autoimmune conditions, such as 
systemic lupus erythematosus and the cold agglutinin 
syndrome (1), in viral infections, such as infectious 
mononucleosis, infectious hepatitis, rubella (1), and 
secondary cold urticaria (2), and in other infectious 
diseases, such as mycoplasma pneumonia (1). We ob- 
tained cold agglutinin titers from the serum of drug- 
free psychiatric patients in order to determine whether 
viral and/or autoimmune factors could be etiologically 
related to psychiatric illness. 


METHOD 


We studied psychiatric patients routinely admitted 
to the Geha Psychiatric Hospital, Beilinson Medical 
Center, who had been drug-free for at least 3 months 
before admission and were in good physical condition. 
The patients were diagnosed according to DSM-III. 
The control subjects were physically and mentally 
healthy medical staff volunteers. We obtained in- 
formed consent from each patient and control subject. 
Each patient and control subject underwent a physical 
examination, and each was given the SMA-12 series of 
blood tests and CBC in order to exclude any patho- 
logical physical conditions at the time of the study. 
Venous blood samples were obtained from patients 
and control subjects and were immediately tested for 
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cold agglutinin titers according to the cold agglutinin 
titration test method (3). 

The data were analyzed by Fisher’s exact test, one- 
tailed, to compare control subjects to the various pa- 
tient diagnostic groups, to compare the various patient 
diagnostic groups to each other, and to determine the 
influence of sex and country of origin on the cold ag- 
glutinin test results. The data were analyzed by Stu- 
dent’s t test to determine the influence of age on the 
cold agglutinin test results. 


RESULTS 


We studied 41 patients and 20 control subjects. Of 
the 41 patients, 21 received a diagnosis of schizophre- 
nia (chronic disorganized type) and 20 received a di- 
agnosis of major affective disorder (12 had major de- 
pression and eight had bipolar disorder). The cold 
agglutinin test data and demographic information are 
shown in table 1. Significantly more patients with 
schizophrenia than with major affective disorder or 
with major depression had positive test results. More 
schizophrenic patients than control subjects or bipolar 
patients had positive test results, but the differences 
were nonsignificant. The titers of the patients and the 
control subjects who had positive cold agglutinin test 
results were not higher than 1:4. 

We did not find a significant difference in positive 
test results between patients with major affective dis- 
order and control subjects (p=0.65), between patients 
with major depression and control subjects (p=0.54), 
between bipolar disorder patients and control subjects 
(p=0.57), or between bipolar disorder patients and 
patients with major depression (p=0.34). 

The patient groups were not significantly different 
from each other or from the control group with respect 
to age, sex, and country of origin, except for the 
schizophrenic patients, all but one of whom originated 
from Asia or Africa. There were no significant differ- 
ences between positive and negative cold agglutinin 
test results with respect to age (t=0.17, df=59, p= 
0.57), sex (p=0.14), and country of origin (p=0.14). 


DISCUSSION 


Our results suggest that a positive cold agglutinin 
titer tends to be associated with schizophrenic patients. 
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TABLE 1. Demographic and Cold Agglutinin Test Data for 41 Psychiatric Patients and 20 Normal Control Subjects 





Age (years) Sex 
Subjects Mean SD M F 
Chronic schizophrenic (N=21) 38.6 10.9 7 14 
Major affective disorder (N=20) 43.3 12.7 10 10 
Major depression (N=12) 46.5 12.5 7 5 
Bipolar disorder (N=8) 38:3 11.3 3 5 
Control (N=20) 41.3 12.2 10 10 


Country of 


Cold Agglutinin Test Results 





as Positive 
Origin 
i i 32 1:4 
hens Negative Total At 1 At 

Europe Africa N % N %o N % N % 
1 20 10 47.6 11 52:3 7 333 4 19.0 
9 11 17 85.0 37 150 3 15.0 0 0.0 
6 6 10 83.3 2° 16.7 2 167 0 00 
3 5 7 8755 i= 125 1 12.5 0 0.0 
13 7 15 . 73:0 5d 25.0 3 15.0 2 10.0 








*Nonsignificant difference from schizophrenic patients (Fisher’s exact test, p=0.07). 
Nonsignificant difference from schizophrenic patients (Fisher’s exact test, p=0.06). 

“Significant difference from schizophrenic patients (Fisher’s exact test, p=0.05). 
Significant difference from schizophrenic patients (Fisher’s exact test, p=0.01). 


Our results also demonstrated an elevated but not 
pathological cold agglutinin titer in over half of our 
schizophrenic patients. Findings within this range have 
been observed in healthy individuals (4), but the prev- 
alence of this phenomenon is not clear (1). 

According to relevant studies (5) the prevalence of 
IgM class autoantibodies in the healthy population in 
the age range of our sample is around 4%. Perhaps the 
much higher proportion of the positive cold agglutinin 
titers in the control sample (25%) can be explained by 
the small size of our sample, which does not make a 
more reliable estimate possible. 

In general, the small number of subjects in the pa- 
tient and control groups greatly influenced our results, 
and even though the proportion of positive cold agglu- 
tinin titers was fairly high in the schizophrenic group 
(52.3%), the difference between that group and the 
control group was not unequivocal. Although the re- 
sults might be different in a larger subject sample, the 
high proportion of positive cold agglutinin titers in our 
chronic schizophrenic patients could indicate the ex- 
istence of some factor that causes higher than normal 
production of autoantibodies, such as long-term treat- 
ment with neuroleptics. Even though the patients in 
our study had been examined while drug-free for at 
least 3 months before admission to the hospital, they 
had been treated with neuroleptics in the past and in 
most cases for many years. Neuroleptics tend to alter 
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the immune system in several ways (6) and thus could 
increase the prevalence of autoimmune phenomena (7) 
(including in the cold agglutinin system) or vulnerabil- 
ity to the development of opportunistic viral infec- 
tions, which could cause increased autoantibody pro- 
duction (7) (including cold agglutinin autoantibodies). 
However, the theories do not entirely explain the high 
proportion of positive cold agglutinin test results in 
our control subjects. Studies on larger samples, with 
special attention given to the drug-mediated alter- 
ations of the immunological system, are needed. 
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The Ear Wigglers: Tics of the Ear in 10 Patients 


Matcheri S. Keshavan, M.D., M.R.C.Psych. 





The author describes 10 patients with tics of the ear. 
The pathogenesis of this disorder is uncertain, but psy- 
chological factors may play an important role. This 
may be the first report of this disorder in the English 
literature. 

(Am J Psychiatry 1988; 145:1462-1463) 





T ics are sudden stereotyped and repetitive involun- 
tary movements that often imitate coordinated 
acts (1) and are mostly known to arise from voluntary 
muscles. The most common tics are observed in the 
face and neck regions. Eye tics (blinking tics), tics of 
the nose, lips, tongue, neck (torticollis), and larynx 
(vocal tics), and swallowing and breathing tics have 
been described (2). 

Extrinsic muscles of the external ear are ordinarily 
not under voluntary control in human beings (3). Some 
people, however, can move or “wiggle” their ears (4). 
To my knowledge, there have been no descriptions of 
involuntary movements of the ear, with the possible 
exception of one case report by Wilder and Silberman 
(5). In this paper I describe 10 cases of tics of the ear, 
which were seen at the National Institute of Mental 


Health and Neurosciences, Bangalore, India, between 
1977 and 1982. 


CASE REPORTS 


There were a total of 10 cases seen over 6 years, 
suggesting that this is not a rare condition. All of the 
patients had bilateral tics intermittently during most of 
their waking time. All except two had accompanying 
movements of the scalp as well; one patient had facial 
tics in addition. The tics could be temporarily sup- 
pressed for a maximum of 2-3 minutes in all the pa- 
tients, but none could stop the tics totally at will. No 
triggering factors could be found, although the tics 
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appeared to be worsened by stress in many cases. The 
following three cases illustrate the main features of the 
syndrome. Other clinical details are summarized in ta- 


ble 1. 


Case 1. Ms. A, a 16-year-old married woman, was referred 
from the neurological clinic for evaluation of generalized 
aches, involuntary movements of her ears, scalp, and face, 
and fainting attacks of about 1 month’s duration. She ap- 
peared indifferent to the upward and backward movements 
of her ears (60—80 per minute), which increased when she 
talked about her symptoms and were decreased by verbal 
suggestion. She could not voluntarily stop the movements. 
The results of a physical examination and other investiga- 
tions, including an EEG, were normal. During a thiopental 
sodium interview she revealed conflicts about her recent mar- 
riage, which had been arranged against her wishes, but she 
was unaware of any relationship between these problems 
and her symptoms. The movements improved partially over 
6 months with outpatient individual psychotherapy and mar- 
ital therapy. About a year later, however, she developed at- 
tacks of altered consciousness, during which she believed she 
was “‘possessed.” 


Case 2. Mr. B, a 46-year-old recently widowed shop- 
keeper, presented with “shaking,” which had begun 3 
months earlier, after his wife’s death. He complained of 
“heaviness” in his head, tenseness, sadness, self-pity, suicidal 
ideas, and sleep disturbances. His ears moved irregularly 
once or twice a second; the tics increased when he talked 
about his deceased wife and could be reduced at will briefly, 
at the cost of mounting inner tension. The results of a phys- 
ical examination and other investigations, including an EEG, 
were normal. Both his depressive symptoms and ear move- 
ments gradually subsided over 1 year with psychotherapy 
and antidepressants. 


Case 3. Ms. C, a 16-year-old single girl, had a 4-month 
history of intermittent involuntary movements of her scalp 
and ears. Her ears repetitively moved (60-80 times per 
minute); the movements subsided with strong suggestion. 
The results of the physical examination were otherwise nor- 
mal. A mental examination revealed evidence of a limited 
intellect. The results of other investigations, including an 
EEG and an electromyogram (EMG) of the scalp muscles, 
were normal. A thiopental sodium interview failed to reveal 
any significant psychosocial difficulties. Interestingly, the tics 
stopped completely during the EMG, although they reap- 
peared a month later. In addition, her 6-year-old nephew 
(case 6) (who lived with her in an extended family) had also 
developed ear tics, along with features of school avoidance. 
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Duration of 


Associated Disorders 


Treatment and Outcome 





Histrionic personality, 
facial tics, other 
conversion symptoms 

Compulsive personality, 
depression 


None 


Depression, headaches 


Anxiety disorder, tension 
headaches, venereo- 
phobia 

School avoidance 


Depression, tension 
headaches 
None 


Major depression 7 years 
earlier, tension head- 
aches 

None 


Improved with psychotherapy; 1 
year later developed headaches, 
“possession” attacks 

Improved with psychotherapy 
and imipramine, well 1 year 
later 

Transient response to hypnotic 
suggestions persisting at 6 
months 

Improved with psychotherapy 
and amitriptyline in 2 months 

Improvement with psychother- 
apy, well at 6-month follow-up 


Spontaneous improvement after 2 
weeks, well at 6-month follow- 
up 

Improved with psychotherapy 
over 3 years 

Improved briefly with behavior 
modification; tics returned 6 
months later 

Partial improvement with doxe- 
pin, 75 mg/day 


Improved with behavior modi- 


fication, well at 8-month 
follow-up 





Age Tics 
Patient (years) Sex (months) Precipitating Factors 
1 16 F 1 Marriage against her 
wishes 
2 46 M 3 Death of wife 6 
months previously 
3 16 F 4 None 
4 60 F 4 Death of husband 4 
months previously 
5 32 M 2 Symptoms followed 
sex with woman 
having skin disease 
6 6 M 1 Failure on test in 
school 
7 30 M 5 Stressful new job 
8 28 M 84 None 
9 46 M 72 Major financial stress 
10 20 M 84 Initially a voluntary 
means of mocking 
others, later a 
habit 
DISCUSSION 


The involuntary ear movements of these patients 
most closely conform to the description of subacute or 
chronic simple tics (6). Generalized tic disorder is un- 
likely because, except in case 1, the tics were confined 
to the ears and/or scalp. None of the patients had been 
taking neuroleptics or stimulants, which are known to 
cause tics. Myoclonic phenomena are not likely, since 
the patients had some voluntary control over the 
movements. 

Ascher (7) classified tics into hysterical tics, compul- 
sive tics, and tics of undetermined etiology. Patients 1 
and 3 appeared indifferent to the tics and did not con- 
sciously attempt to suppress them. The tics improved 
with suggestion and psychotherapy, and secondary 
gain was evident, supporting a diagnosis of hysterical 
tics. Some patients (cases 2, 4, 5, 7, 9) were concerned 
about their tics and attempted to suppress them, in- 
creasing their tension. Depression and tension head- 
aches were common in this group, likening their dis- 
orders to Ascher’s “compulsive” tics. Cases 6 and 10 
were not so easy to classify. 

Psychological factors may have been operative in at 
least some cases, as suggested by temporally related 
psychological stresses, associated psychiatric symp- 
toms, and the improvement of tics with psychological 
treatment. Why the ears were the location of symptom 
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production is unknown. One patient (case 10) may 
have consciously used his ability to move his ears to 
mock his classmates. Another patient (case 7), during a 
psychotherapy session, interpreted the upward move- 
ment of his ears as symbolic of his striving for upward 
social mobility. Psychoanalytic interpretations, how- 
ever, shed little light on why the life problems of most 
of our patients were brought to medical attention by 
these unobtrusive organs. 
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AIDS AND SEXUAL DISORDERS 





And the Band Played On: Politics, People, and the AIDS 
Epidemic, by Randy Shilts. New York, St. Martin’s Press, 
1987, 630 pp., $24.95. 


In the beginning, there was mystery. One mystery began, 
as many do, in the jungles of Africa, where a young doctor 
fell ill. A second mystery began in San Francisco as some gay 
political activists recognized that a growing number of their 
friends were becoming ill. These and reports of other mys- 
terious occurrences of an ill-defined but deadly new disease 
affecting the immune system provide the personal accounts 
that Randy Shilts uses in this book to illustrate the human 
impact of the political, biomedical, and cultural responses 
during the early years of the AIDS epidemic. The book is 
voluminous, impressive, and ultimately flawed because of its 
failure to distinguish between the mystery inherent in de- 
fining and coming to grips with a new disease and the trag- 
edy of those who suffer because the solution to the mystery 
has not been found. 

The book is structured like a rich tapestry that has been 
woven together from the threads of individual life stories, 
intricate accounts of developments in health, education, and 
research related to AIDS, and tales of how public policy 
decisions were made and—more often in this story—not 
made. But also like a tapestry, And the Band Played On is 
more a piece of art than an actual account of the social, 
political, medical, and scientific events related to AIDS. The 
narrative is used to draw the reader into Shilts’s world; once 
there, his journalistic approach too frequently fails to take 
one beyond an impressionistic, dichotomous world of good 
and bad, right and wrong, victim and assailant. 

Written as a journal, with vignettes identified by date and 
geographic location, the book contains biographies wedged 
between tales of the city, mini-dramas, longer biographies, 
and detailed accounts of the machinations of medical re- 
searchers and politicians. Powerfully, the seemingly inevita- 
ble and cumulative force of the deadly disease grips the 
reader. One is carried away, as in life, toward death; in this 
case, the death of virtually every nonmedical major figure 
whose story is told in the book. 

Although overly long and sometimes repetitive, the book is 
even and well written. Shilts has a strong and consistent 
narrative voice that does not vary, but his depth of under- 
standing does. And the Band Played On is a book in the 
journalistic tradition of exposé and muckraking, written on 
behalf of what Shilts views as a less powerful group being 
exploited by the larger society. The powerless are those who 
have or may contract the viral infection leading to AIDS, 
including not only gay men but also unsuspecting recipients 
of blood transfusions, babies whose mothers are infected, 
and intravenous drug users. The exploiters are members of 
the scientific-medical-political establishment, represented by 
individuals like Robert Gallo and Ronald Reagan, who are 
portrayed as willfully ignoring information provided to them 
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by prescient—and usually less powerful—individuals, who 
are in turn described as somehow invariably knowing in ad- 
vance what needs to be done. 

Everyone seems ultimately to be placed on one side or the 
other in Shilts’s story of the struggle between good and evil. 
His major thesis is that Washington politicians and local 
politicians reflected the attitude of the medical establish- 
ment—a cautious reticence to admit the scale and scope of 
the epidemic and a continuing unwillingness to do much of 
anything about it. Shilts appears to believe that the politi- 
cians and the public at large were at best unaware of or 
uncaring about the fate of those who contracted AIDS and at 
worst cynically and willfully ignorant. In any case, we are all 
seen as conspirators in this moral drama. This political sub- 
text is the driving moral force serving to integrate and make 
sensible this very long, detailed, and powerful book. 

Shilts’s moral drama reaches down to the level of individ- 
uals who have the illness as well. Gaetan Dugas, the man 
who has become Patient Zero, a Canadian airline steward 
who has been represented as introducing the viral agent into 
the United States, is described as willfully spreading it by 
having sex with men in gay bathhouses for years after he 
knew he was infected. The tragic figure of Gaetan Dugas is 
essentially created by Shilts through literary license. He 
states, “Whether Gaetan Dugas actually was the person who 
brought AIDS to North America remains a question of de- 
bate and is ultimately unanswerable” (p. 439). And ulti- 
mately unimportant as well to Shilts, who is more interested 
in locating blame for this epidemic in some groups and in- 
dividuals than in accurately describing its history. 

Shilts never places himself directly into the drama he de- 
scribes, but he is in fact an impassioned observer who em- 
beds much of his story in the context of his own experience 
and involvement with the San Francisco political and eco- 
nomic community. Although he never says so directly, che 
reader knows that he feels deeply about what he has written, 
He knew and undoubtedly cared about many of the young 
and active men whose deaths are described. Thus, Shilts is a 
part of the world he depicts, and this involvement has its 
consequences. His analytic touch seems firmer at times in 
describing the medical world as it interacts with the complex 
and confusing world of Washington politics than it does 
when he portrays local politics and the lives of individual 
men and women. Perhaps this is the result of attempting to 
omit his own voice from a story in which he has become a 
major actor. 

More questions are raised than are answered by And the 
Band Played On. The book stands with a growing number of 
publications that see the actions of government as based on 
prejudice. With respect to AIDS, this thesis was first ad- 
vanced in the scientific literature (long after it was presented 
in the gay press) in the political scientist Dennis Altman’s 
paradigmatic work, AIDS in the Mind of America (1). How- 
ever, it is not in the end convincingly forwarded by Shilts 
because of his failure to distinguish between fact and fiction. 
Throughout his book he and his readers have more informa- 
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tion than the people who are portrayed in it. Yet his char- 
acters are repeatedly faulted for not acting on the basis of a 
clear knowledge of how this disease is transmitted, how its 
spread could have been halted, and what the dimensions of 
the problem were. 

Psychiatry and mental health in general are largely absent 
from Shilts’s biomedical chronicle, but certain psychiatrists, 
such as David Ostrow, are presented sympathetically as ar- 
bitrators between differing views. The absence of any voice 
for psychiatry in Shilts’s account is largely the result of a lack 
of representation of any specific medical specialty. Nonethe- 
less, psychiatrists must question whether the profession has 
struggled sufficiently to understand and determine a vigorous 
response to the medical and personal crises elicited by AIDS. 

Because of the many technical and methodological flaws in 
this book, it fails as a piece of social psychiatry or medical 
history that would help us to better understand the complex 
personal and cultural phenomena that occurred during the 
early years of the AIDS epidemic. The impact of And the 
Band Played On is considerable, nevertheless, and the diffi- 
culty in a review is to present what the book has accom- 
plished at the same time that we examine what it has failed 
to do. 
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What To Do About AIDS: Physicians and Mental Health 
Professionals Discuss the Issues, edited by Leon McKusick. 
Berkeley, University of California Press, 1986, 197 pp., 
$20.00; $8.95 (paper). 


The rate of scientific advances in AIDS outpaces the 
presses: journal articles age before reaching print, and the 
longer time required for book publication practically ensures 
obsolescence. This volume of papers from a conference held 
in September 1985 by the AIDS Clinical Research Center at 
the University of California, San Francisco, highlights how 
fast the AIDS clock is ticking. The news of 3 years ago has a 
yellowed, historical feel: the book is less interesting as refer- 
ence or plan for action than as a description of the San 
Francisco community’s emergent response to a health crisis. 
Its best passages vividiy evoke a time and place in personal 
vignettes of the epidemic. The conversational tone, first- 
person narratives, and dedication of a chapter to nine care- 
givers who died of AIDS add up to an immediacy and emo- 
tion rare in recent medical literature. Authors ranging from 
patients to the city’s Director of Public Health communicate 
the feeling of being there battling the virus. 

Readers seeking very basic information on AIDS will find 
that not much has changed: the emphasis on risk reduction 
and “sensible sex” (p. 4) to prevent human immunodef- 
ciency virus (HIV) transmission endures. A succinct chapter 
by Wolcott on neuropsychiatric syndromes in AIDS-spec- 
trum illness, emphasizing their prevalence among seroposi- 
tive individuals, has aged gracefully. Horstman and McKu- 
sick neatly document the personal and occupational impact 
of AIDS on physicians in the San Francisco Bay area: “helper 
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helplessness syndrome,” delayed posttraumatic stress disor- 
der, increased stress, anxiety, fear of death, but also greater 
intellectual stimulation and career satisfaction—with inter- 
esting differences according to gender and sexual preference. 
There are good if embryonic chapters on HIV counseling, 
women and AIDS, and substance abuse as a factor in AIDS. 
There is also a helpful chronicle of the development of co- 
ordinated community-based treatment programs. 

The book suffers from the usual problems of conference 
compendiums: unevenness of what was originally spoken 
prose, varying quality and coverage of topics, redundancy, 
and occasional contradiction. Perhaps inevitably, issues that 
today stand out in more complex relief are described in 
broad, tentative, less defined strokes. Data are few and ref- 
erences generally scant. The focus on San Francisco, where 
98% of AIDS patients were gay or bisexual men (p. 190), 
somewhat limits generalizability. A few statements the au- 
thors would now undoubtedly disown: that few patients 
with AIDS-related complex may progress to AIDS (p. 82), an 
implied low suicide rate among AIDS patients (p. 116), and 
that intercourse without a condom but without ejaculation 
might effectively prevent HIV transmission (p. 147). 

More disappointing are chapters on “The Role of Psychi- 
atry,” “Impact of Risk Reduction on Mental Health,” “Psy- 
chosocial Challenges of AIDS and ARC: Clinical and Re- 
search Observations,” and “AIDS: Public Policy and Mental 
Health Issues.” Although such titles sound comprehensive, 
these chapters have narrow or parochial (i.e., San Francis- 
can) focuses. It is also disconcerting to find in What To Do 
About AIDS a Jungian essay on the gay male archetype of 
Pan confronting the microbial Magna Mater of AIDS (pp. 
135-138). 

If this book has a target audience, it may be psychologists 
and social workers, mirroring its principal authorship. Phy- 
sicians inhabit the book’s subtitle, and the neuropsychiatric 
chapter might confound a layman, but most chapters are 
medically unsophisticated. Indeed, the section on mental 
health treatment, written almost entirely by nonphysicians, 
so heavily emphasizes functional syndromes as to foster the 
mind/body split Dr. Wolcott warns against earlier in the 
book. Only eight of the 28 contributors are physicians, and 
only three of these are psychiatrists. This argues for greater 
psychiatric involvement in AIDS research. The volume holds 
interest as testimony to a time and place rather than as a text 
on AIDS. 


JOHN C. MARKOWITZ, M.D. 
New York, N.Y. 


The Secret Trauma: Incest in the Lives of Girls and Women, 
by Diana E.H. Russell. New York, Basic Books, 1986, 417 
pp., $24.95; $12.95 (paper). 


Sociologist Diana Russell has written a circumspect, gen- 
erally noninflammatory, and relatively apolitical study of a 
topic long associated with strong affect and widely polarized 
opinions. The result is a book likely to become a landmark 
in the study of the difficult and distressing phenomenon of 
incest. 

The core of the book is the detailed presentation of the 
findings from an interview study of 930 nonpatient women 
living in San Francisco in 1978. Sophisticated sampling 
methodologies, reasonably immune from confounding bi- 
ases, were used. 
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After an introduction to the problem of incest and a 
lengthy (but essential) discussion of the research design, the 
resulting data are presented in chapters that describe the 
phenomenology of incest, incest victims, perpetrators, and 
the families in which incest occurs. Major topics and issues 
are illustrated with pertinent examples. An appendix of 26 
tables shares scholarly data not directly expressed in the text. 

Many of the findings in this book are sufficiently novel and 
compelling to force reconsideration, if not revision, of con- 
temporary views of the problem of incest. Thirty-eight per- 
cent of Russell’s respondents reported at least one incestuous 
and/or extrafamilial experience of sexual abuse before their 
18th birthday, and 16% reported at least one event of inces- 
tuous abuse by that age. Five percent reported such events 
with their biological father. These figures are higher than 
previously reported but consistent with those of another im- 
portant study by Wyatt (1). 

Wisely, Russell neither views incest as a single phenome- 
non nor lumps diverse forms of sexual approach together. 
Instead, she distinguishes 18 degrees of severity of incestuous 
abuse, ranging from forcible rape to nonforcible kissing and 
sexual touching. Future scientific investigators can use the 
data from this study to facilitate research of more narrowly 
defined types of abuse and need not be constrained by the 
imprecision that often characterizes work in this area. 

The author sheds new light on virtually every aspect of the 
topic of incest and forces reconsideration of many widely 
held beliefs. The richness of Russell’s data has allowed her 
not only to discuss father-daughter incest in detail but also to 
offer new insights into less well-studied areas, such as broth- 
er-sister and grandfather-granddaughter sexual abuse. One 
unsettling observation is that brother-sister incest, often re- 
garded as relatively benign and usually mutual, appears to be 
associated with deleterious long-term consequences. 

Two aspects of this study require commentary for the psy- 
chiatric reader. The first is that Russell, in studying the phe- 
nomenology of incest from a sociological perspective, does 
not deal with mental health issues in her subject sample. She 
does, however, offer useful comparisons between her sub- 
jects and a patient sample. 

The second is that Russell’s study design did not provide 
for the verification of subjects’ reports. She appears to have 
relied on the then-unpublished data of Herman and Schat- 
zow (2) as the basis for accepting her subjects’ reports as 
given. Herman and Schatzow demonstrated that 74% of in- 
cest survivors’ accounts of their experiences, even when the 
memories of these experiences first became available in the 
course of their therapies, could be confirmed from another 
source; another 9% of the accounts were indirectly sup- 
ported but not explicitly confirmed. 

This book is a classic contribution to the study of incest 
and may well prove to be the foundation on which future 
scientific work in the field must be based. Notwithstanding 
that its sociological perspective fails to address many issues 
of pressing concern to the psychiatrist dealing with patient 
populations, it should be in the library of any investigator in 
the field of sexual abuse and any clinician who works with 
the sexually victimized. 
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PSYCHIATRY IN ITALY 





Psychiatry Inside Out: Selected Writings of Franco Basaglia, 
edited by Nancy Scheper-Hughes and Anne M. Lovell; trans- 
lated from the Italian by Anne M. Lovell and Teresa Smith. 
New York, Columbia University Press, 1987, 318 pp., 
$35.00. 


This volume contains the writings of Franco Basaglia, a 
leader of the deinstitutionalization movement in Italy, inter- 
woven with historical and editorial comments written by the 
volume’s two editors. In 1961 Basaglia, a professor of psy- 
chiatry at Padua who had spent 14 years in academia, made 
his first visit to a provincial psychiatric hospital. Astonish- 
ingly, he had somehow managed to have a successful aca- 
demic career in psychiatry without ever having encountered 
the seriously mentally ill who receive long-term care. His 
shock and distress at what he saw in that provincial hospital 
in Gorizia led him to advocate psychiatric reform in Italy. 
His efforts ultimately culminated in the passage of Reform 
Law 180 in 1978, designed to gradually close psychiatric 
hospitals and create a variety of outpatient services and 
short-term evaluation units in general hospitals. Thus the 
deinstitutionalization movement in Italy is similar to that 
implemented in the United States in the 1960s, but in Izaly 
the movement was ordained at a national level and insti- 
tuted relatively Draconian measures in order to close down 
hospitals. 

The work of Basaglia and the comments of the two editors 
tend to approach the problems of serious mental illness from 
a perspective that American readers might perhaps charac- 
terize as “Laingian” or “Szaszian.” The language used to 
characterize psychiatry and its treatments is often inflamma- 
tory. Hospitalization is referred to as “incarceration,” diag- 
noses are “labels,” and treatment is viewed as a means for 
social control. The “so-called young adult chronic” is alleged 
to feign symptoms in order to remain on welfare: “ex-mental 
patients now traffic in illicit symptoms, trading their illness 
for a semblance of economic security through welfare for the 
totally and permanently disabled.” 

One cannot help reading this book with a sense of sadness. 
People of good will, such as the editors and Basaglia, having 
been spared direct and long-term responsibility for the care 
of the seriously mentally ill, assume that kindness, rehabili- 
tation in the family and the community, and return to pa- 
tients of moral responsibility for their actions are likely to 
work Utopian miracles. The shock they convey about the 
rather poor conditions under which patients had been cared 
for in some Italian hospitals is certainly legitimate. Basaglia 
describes two patients being kept in the same bed because of 
overcrowding and patients not being allowed to use toilet 
facilities. 

In this context, the individuals who work in hospitals and 
who run them are seen as the “bad guys.” On the other hand, 
the “biomedical establishment,” which the editors and Ba- 
saglia attack, react by viewing the anti-institutionalization 
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movement as naive. Some members of this establishment no 
doubt have provided poor or misguided care for their pa- 
tients, given the flawed human world that we live in. Yet a 
legitimate need for hospital facilities also exists, due to the 
lack of comprehensive resources in the community, the fail- 
ure of state or national governments to provide adequate 
support for the chronically ill, the genuine need of some 
patients for chronic care, and the inability of families to bear 
the long-term burden of a chronically ill family member. 
Unfortunately, when the acrimony heats up between these 
two extreme camps, the constituency they both seek to de- 
fend is poorly served. Patients and their families do not re- 
ceive the treatment that they need. 

Basaglia sought to negate the systems of psychiatry and to 
turn them upside down and inside out. No doubt he did this 
for reasons based on the highest idealism and human con- 
cern. The consequences in Italy have been mixed but often 
unfortunate. After Reform Law 180 was enacted in 1978, 
the Minister of Health essentially withdrew from the respon- 
sibility of implementing alternate care in the community. 
Some psychiatrists working in the community struggled un- 
der these difficult circumstances to implement the spirit of 
the law and to continue to provide the best quality of care 
possible, given the lack of acute beds and economic support. 
Others reacted angrily. The net result is the usual array of the 
homeless mentally ill, the desperate families, and widespread 
frustration with psychiatry. One wishes that instead of up- 
side down and inside out, Basaglia had tried to set psychiatry 
right—to campaign for clean and well-staffed hospitals, for a 
balance of hospital and community facilities in recognition 
of the chronic nature of many mental illnesses, and for an 
understanding that major mental illness can be a personal 
and social tragedy for which the victims cannot and should 
not be held fully accountable. American psychiatry can learn 
much from the Italian experience. One hopes that this learn- 
ing can be put to positive rather than negative ends and that 
further unproductive polarization will be avoided. 


N.C.A. 


SUBSTANCE ABUSE 





Living High: Daily Marijuana Use Among Adults, by Her- 
bert Hendin, M.D., Ann Pollinger Haas, Ph.D., Paul Singer, 
M.D., Melvin Ellner, Ph.D., and Richard Ulman, Ph.D. New 
York, Human Sciences Press, 1987, 180 pp., $24.95. 


Our culture has a difficult time deciding how to regard 
intoxicant use. Except for the occasional sacramental use of 
wine by Jews during religious holidays and by Catholics in 
Holy Communion, mind-altering substances are either com- 
pletely proscribed (such as LSD) or excessively used or 
abused, with self-destructive effects (alcohol and cigarettes). 
Any intoxicant, if used daily, loses the potential, in carefully 
supervised and prepared individuals, for beneficial effects 
through the temporary suspension of everyday “functional” 
awareness (1). Daily use often degrades the user and his or 
her experience as well, causing a blurring of the boundaries 
associated with drug-induced states. People begin believing 
that certain feelings, thoughts, and perceptions are possible 
only while under the influence of a particular drug. 

This book is an in-depth analysis of the psychopathology 
of excessive marijuana use. As such, it is usefully contrasted 
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with a work nearly 20 years old that carefully described the 
acute cognitive, perceptual, and emotional effects associated 
with smoking marijuana (2). This current work focuses on 
the long-term reasons for and adaptive consequences of reg- 
ularly experiencing this particular altered state of conscious- 
ness. It is, therefore, a most interesting and important addi- 
tion to the serious, objective assessment of the “marijuana 
problem.” Written by members of the faculty of the Center 
for Psychosocial Studies in New York City, it explores the 
daily, heavy use of marijuana by adults who have done so for 
many years and who have not used any other drugs on a 
regular basis. The authors particularly wished to examine 
those regular users who “appear, at least outwardly, to be 
leading productive lives.” 

Nearly two decades ago, McGlothlin et al. (3) reported on 
adult marijuana use among subjects of a larger study con- 
cerning LSD. That report was complicated by the fact that 
the subjects were also heavy consumers of alcohol and am- 
phetamines. The present report is the only one describing 
regular marijuana use that does not have high school- or 
college-age youth as the population sample and is not com- 
plicated by subjects’ use of other drugs. The timing of this 
book’s publication is also quite relevant because the fate of 
marijuana as a Schedule I substance (with heroin and LSD) is 
currently being argued before (and will be decided by) an 
administrative law judge. Interestingly, tetrahydrocannabi- 
nol (THC), the most active ingredient in marijuana, was re- 
cently moved from Schedule I to Schedule II, indicating that 
although the compound is “highly abusable,” it also has 
“medical utility” as a treatment for chemotherapy-induced 
nausea and vomiting. Why marijuana has remained in Sched- 
ule I and THC has not appears to be based on a most pecu- 
liar twist of logic. 

In order to obtain their subjects, the authors ran adver- 
tisements in several metropolitan New York periodicals. 
Also, knowledge of the existence of this study (for which 
subjects received some financial compensation for their time) 
was spread by word of mouth among contacts of “‘indi- 
viduals known to be heavy marijuana smokers.” An appli- 
cation form was submitted by nearly 400 people. Blacks 
were excluded to eliminate the “potentially confounding 
variable” of race, and 150 people were finally selected for an 
initial interview and comprehensive questionnaire. Fifteen 
individuals chosen from these 150 underwent five relatively 
unstructured 90-minute dynamically oriented interviews, 
with special emphasis on marijuana use and its impact on all 
aspects of these subjects’ lives. The MMPI, WAIS, Draw-a- 
Person Test, and Rorschach Test were administered halfway 
through the five interviews. Follow-up interviews were ob- 
tained an average of 20 months after entry into the study. 
Descriptions of six of the 15 subjects are presented in detail, 
including results and interpretation of their psychological 
tests. Data are also presented regarding demographic infor- 
mation, family background, patterns of use of marijuana, 
and psychosocial history and adjustment for the 150 people 
whose questionnaires were included. 

In their introduction to the presentation of the six selected 
cases, the authors state, “If all [subjects] were united by [the 
fact of their] marijuana smoking, what distinguished them 
was less social, economic, religious and ethnic differences 
than distinctions based on the role marijuana played in their 
adaptation to work, in their primary relationships, and the 
way they related to their own situations and life circum- 
stances” (p. 57). All six subjects were in their early 30s to 
mid-40s and were quite intelligent (according to WAIS 
scores); most were generally successful in their careers. What 
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was most interesting was the variety of functions the mari- 
juana-induced altered state served in these six representative 
cases. Briefly, they were 1) to boost a corporate attorney’s 
grandiosity and decrease his self-awareness, 2) to reduce the 
frustrations of a passionless marriage for a part-time sales 
manager, 3) to encourage passivity in a clothing store sales- 
man, 4) to trivialize and “humorize” major life problems for 
a freelance writer, 5) to help glue together the poorly cohe- 
sive ego of a highly narcissistic artist, and 6) to keep an 
administrative assistant in a large corporation from facing 
her difficulties in career advancement. 

How can one drug do so many things? What other drug in 
the psychiatric literature has so many effects? The pharma- 
cology of magijuana seems to play a minor role in its tre- 
mendously wide appeal and range of effects. Is marijuana, 
therefore, the greatest placebo of them all? Or is it, as many 
people claim, only a nonspecific amplifier of the already 
present contents and processes of the smoker’s mind? The 
authors summarize what they think are the salient psycho- 
logical effects of marijuana as revealed in these six subjects. 
They assert that marijuana allows the user the impression of 
transcending painful circumstances by detaching feeling 
from reality, encouragement of minimization rather than in- 
sight, and “an escape of the self into abstraction.” At the 
same time, associated with these defensive functions, a sense 
of “magical transformation” occurs by smoking marijuana. 
The authors conclude that marijuana did not cause problems 
in adaptation but “helped decrease the anxiety that might 
have otherwise propelled [the subjects] into the psychother- 
apeutic work they needed and most likely would have ben- 
afitted them.” 

This book should be helpful in formulating a rational pol- 
icy (at least individually) toward marijuana use in the United 
States. There is no question that it is an exceedingly popular 
drug, and legal restrictions have minimally decreased its use 
while substantially draining tax dollars required for enforce- 
ment. It is probably true that children arid adolescents have 
no business smoking marijuana regularly because its effects 
‘at least experienced by our culture’s children) delay and/or 
discourage acquiring mastery of many of the skills required 
for successful adaptation as adults. However, the adults in 
this study did not use marijuana in a self-destructive way, 
had no criminal tendencies (except, of course, possessing an 
illegal substance), and, besides avoiding entering psychother- 
apy for their problems of living (as do the majority of people 
anyway, by any mears possible), were not necessarily dam- 
aged by their regular use of the drug. 

Educational efforts aimed at school-age youth, therefore, 
might be better served by accurate descriptions of the dan- 
gers of excessive use at their age than by inaccurate gener- 
alizations based on other, more dangerous drugs. Such gen- 
eralizations, when confronted by more accurate firsthand 
“street” knowledge, appear to do more harm than good over 
the long run. Licensing, taxing, and setting legal ages for use 
might also allow redirection of attention and money toward 
education about and enforcement of laws concerning other 
substances of abuse that carry much greater morbidity and 
mortality. However, until a culture of controlled intoxicant 
use (1, 4) can take hold and root in our society, drug-related 
problems will continue apace. This book, in the meantime, is 
é valuable contribution to our understanding of the relatively 
benign effects of one drug on the psychosocial functioning of 
middle-class adults. 


1AKQ 


REFERENCES 


1. de Rios MD: Hallucinogens: Cross-Cultural Perspectives. Albu- 
querque, University of New Mexico Press, 1984- 

2. Tart CT: On Being Stoned: A Psychological Study of Marijuana 
Intoxication. Palo Alto, Calif, Science and Behavior Books, 
1971 

3. MeGlothlin WH, Arnold D, Rowan P: Marijuana use among 
adults. Psychiatry 1970; 33:433-443 

4. Zinberg N: Drug, Set, and Setting: The Basis for Controlled 
Inroxicant Use. New Haven, Yale University Press, 1984 


` RICK J. STRASSMAN, M.D. 
Albuquerque, N.Mex. 


Cocaine Abuse: New Directions in Treatment and Research, 
edited by Henry I. Spitz and Jeffrey S. Rosencran. New York, 
Brunner/ Mazel, 1987, 352 pp., $35.00. 


This book reviews the multiple issues concerning cocaine 
abuse in an easy-to-read format. It assimilates a rather com- 
prehensive amount of clinical, research, and pharmacologi- 
cal information into useful clinical material. The book is 
divided into four sections: Background Issues, Neuroscience 
Issues, Treatment Issues, and Future Directions. 

For practical purposes, the strengths of this book are con- 
tained in the neuroscience and treatment sections. The back- 
ground and future direction sections provide little more than 
topical coverage of different scattered subjects. On the other 
hand, the neuroscience portion contains a solid review of 
cocaine’s human neuropharmacology, its neuroendocrine 
effects, and a basis for psychopharmacological interventions 
in cocaine abuse. An animal research chapter is also nicely 
written. 

The reason to consider buying this book is probably con- 
tained in the treatment issues portion. This section consists 
of seven chapters (about 53% of the book). Each chapter is 
-well written and follows a similar outline. The chapters cover 
individual, family, group, hospital, and pharmacological 
management of the cocaine abuser. Each treatment chapter 
provides an overview of the area that it covers, describes 
‘types of patients to consider for specific therapies, and dis- 
cusses the pertinent available or lacking research concerning 
the treatment, practical goals, and methods of the therapy. 
Each of these chapters seems to maintain a relatively open 
view of other treatment options, and many emphasize the 
lack of follow-up knowledge concerning efficacy. I found 
such honesty refreshing, and the consistency among treat- 
ment chapters in terms of quality and organization is helpful 
in assessing the different treatment options. 

This book is appropriate for different groups. It is a good 
review for the clinician, an excellent starting point for med- 
ical students interested in substance abuse, and readable 
2nough for the interested lay audience. 


BRIAN I. COOK, D.O. 


Iowa City, Iowa 


Cocaine: Clinical and Biobehavioral Aspects, edited by Sey- 
-nour Fisher, Allen Raskin, and E.H. Ublenbuth. New York, 
Dxford University Press, 1987, 249 pp., $24.95. 


This book is an edited collection of eight papers from the 
1984 annual meeting of the American College of Neuropsy- 
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chopharmacology. This meeting targeted cocaine abuse as a 
topic requiring attention due to the rising rates of cocaine 
abuse and the resulting public health concerns. The volume 
addresses the need for a multidisciplinary analysis of the 
cocaine problem, requiring input from the disciplines of 
sociology, anthropology, basic sciences, and the clinical 
sciences. 

Cocaine abuse today is contrasted to the long-term use of 
cocaine by Indians in the Andes and Western Amazon re- 
gions of South America. In the keynote scientific address, 
Richard Evans Schultes describes the use of cocaine and 
other naturally occurring psychoactive agents by Mexican 
and South American tribes as part of religious tradition. Co- 
caine use by natives of the Andes consists of chewing cacao 
leaves along with lime or using other extraction methods to 
produce cocaine for oral use. These low-dose but chronic 
users appear to have few medical or psychiatric complica- 
tions, providing some basis for the early misconception of 
cocaine as a safe and nonaddicting drug. The misconception 
of cocaine as a safe drug occurred because of a lack of un- 
derstanding that the danger of cocaine is related to the 
amount of drug which reaches the brain and heart. As more 
potent forms of cocaine such as intravenous use of cocaine 
hydrochloride and free-base cocaine became more frequently 
used, the dangerousness and addictive character of cocaine 
became readily apparent. 

Several chapters address the behavioral and neurochemical 
aspects of cocaine in lower animals. Attempts to localize the 
potent reinforcing and discriminatory effects of cocaine sug- 
gest a role for dopamine in the nucleus accumbens. Attempts 
to find drugs that block or decrease self-administration of 
cocaine have identified phentolamine, propranolol, phy- 
sostigmine, and clozapine. As with most of the behavioral 
studies, studies of possible cocaine antagonists have been 
limited to animal models. Clinical applications for com- 
pounds that block the euphoria of cocaine are promising but 
many years away from common clinical use. 

The phenomenology of cocaine abuse continues to evolve 
with changes in the availability and potency of the drug. 
More potent forms of cocaine produce more medical and 
psychiatric complications. As more potent forms of cocaine 
become more widely used, clinicians are more likely to get 
requests for treatment and to see abusers with complications. 
Two chapters focus on the presentation and treatment of 
cocaine abuse. These two clinically based chapters emphasize 
the paucity of good research on treatment for cocaine abuse. 
This lack of consistent research has been due in part to the 
difficulties in controlling for patient heterogeneity, defining 
recovery, and estimating severity. Along with this, there has 
been difficulty in randomizing cocaine abuse patients in 
treatment trials. Current programs that use frequent urine 
drug testing with contract contingencies for cocaine abuse 
relapse appear to have some clinical promise. Although some 
early studies of antidepressant use have suggested a role for 
these agents in decreasing craving and improving relapse 
rates, double-blind confirmation of open-label studies is 
necessary. 

This volume is well written and well referenced. Clini- 
cians, however, may find the many tables and graphs em- 
phasized in the behavioral pharmacology chapters tedious 
and of limited clinical importance. Although the volume car- 
ries the problem of being dated to the evolutionary character 
of cocaine abuse, the principles discussed remain important 
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for those interested in better understanding the multidimen- 
sional aspects of cocaine abuse. 


WILLIAM R. YATES, M.D. 
lowa City, lowa 


Stress and Addiction, edited by Edward L. Gottheil, M.D., 
Ph.D., Keith A. Druley, Ph.D., Steven Pashko, Ph.D., and 
Stephen B. Weinstein, Ph.D. New York, Brunner/Mazel, 
1987, 322 pp., $40.00. 


Most Americans believe that drinking alcohol can reduce 
stress. Studies of clinicians and students, social drinkers and 
alcoholics, and adults and adolescents all demonstrate con- 
sensus on this point. I think I more or less believe it myself. 
I am sure I have said as much while teaching (although with 
the internal discomfort that accompanies oversimplification). 
I was therefore very much attracted by the title of Stress and 
Addiction and approached the book with the expectation 
that my doubts would finally be settled. Twenty-one chap- 
ters, 27 authors, and 322 pages later I remembered the words 
of Selden Bacon, former director of the Rutgers Center of 
Alcohol Studies, who greeted students at the annual summer 
school as follows: “You have come here confused. I want 
you to know that when you leave you will still be confused, 
but at a much higher level.” 

Stress and Addiction is based on papers presented at a 
conference at the Coatesville Veterans Administration Med- 
ical Center in Pennsylvania in 1984. Its coverage is compre- 
hensive, including historical, philosophical, and theoretical 
papers along with human and animal laboratory data and 
naturalistic studies of social groups. Each author approaches 
the problem from his or her own individual point of view. 
This leads to lively and fascinating reading and to a substan- 
tial appreciation of the complexity of the effects of drinking 
and drug taking on human beings. 

The stress reduction hypothesis stated most simply has 
two parts: 1) alcohol (or other drugs) reduces stress, and 2) 
people will drink (or take drugs) in order to benefit from this 
effect. This simple idea proves extremely difficult to test, as 
the different chapters illustrate. Results are often conflicting. 
Types of stressors, preexisting levels of tension, cognitive 
factors, expectancy effects, doses and schedules of alcohol or 
drug intake, previous drug or drinking history, and the in- 
dicators used to measure “‘stress”’ or “tension” relief all have 
important influences on outcome. Experiments designed to 
measure reduction in baseline tension levels differ from those 
seeking to alter physiological or psychological responses to 
natural or experimental stressors. Several authors comment 
on the apparent biphasic effects of alcohol, with differing and 
sometimes opposite changes at lower and higher dose levels. 
In addition, physiological measurements may reflect both di- 
rect results of drinking and some compensatory reactions to 
the resulting disequilibrium. This makes even simple meas- 
urements such as heart rate changes difficult to interpret. 
Another complicating factor that runs through many of these 
studies is that aggregate data mask important individual dif- 
ferences in response. Even the chapter by Jules Masserman, 
summarizing his classical studies of alcohol in experimental 
neurosis in cats, mentions in passing that in only about half 
of the animals in his study was alcohol effective in relieving 
the induced neurotic conflict. Such individual differences 
may eventually yield clues to differential susceptibility to 
drug dependence. 

Stress and Addiction does not yield easy answers, but it 
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provides an informative and readable compilation of current 
knowledge on an important subject. A medical authority 
cited by Lender (p. 17) wrote that “the severe mental strain 
incident to our peculiar civilization, with its struggle for 
wealth and power, precipitates this affection” for drinking, 
which he warned led too frequently to alcoholism. The au- 
thority was Dr. Thomas Davidson Crothers, and the date 
was 1877. Some ideas about alcohol have great staying 
power. Do alcohol and drugs relieve stress? Anyone inter- 
ested in the question should certainly read this book. 


SHEILA B. BLUME, M.D. 
Stony Brook, N.Y. 


ADMINISTRATIVE MEDICINE 


Handbook of Emergency Psychiatry for Clinical Administra- 
tors, edited by Gail Barton, M.D., M.P.H., and Rohn Fried- 
man, M.D. New York, Haworth Press, 1986, 380 pp., 
$49.95, 


Administrative medicine is a growth industry, and books 
and courses on management proliferate as our health care 
system becomes more complex due to the increasing burden 
of private and public regulations. Too few books present 
administrative aspects of clinical care from the point of view 
of the clinician who is responsible for organizing and run- 
ning a clinical service. This volume does this in an area of 
high priority in medicine—emergency psychiatry. 

The interconnection and interaction of clinical and admin- 
istrative issues are particularly close in emergency psychiatry. 
It is a high-pressure and potentially violent milieu where 
sensitive decisions must be made on the safety as well as the 
clinical needs of patients in an overall structure of state laws 
and medical standards. The decision to admit to the hospital, 
voluntarily or involuntarily, requires a combination of med- 
ical, psychological, and legal skills in an overall conceptual 
framework of a complex biosystem where there are no per- 
fect solutions and where judgment is of the utmost impor- 
tance. The need for emergency intervention, its immediacy, is 
often defined by others, such as the patient, referring physi- 
cian, family, or community. Emergency actions require the 
unique expertise and skill of a highly trained clinician. In one 
excellent chapter Dr. Andrew Slaby says, “Nowhere else in 
the delivery of mental health care is the unique expertise and 
skill of a psychiatrist as a physician needed as immediately as 
it is during a psychiatric emergency or crisis. The psychia- 
tist’s understanding of the interactions among biological, 
social, existential, and psychological factors is necessary for 
an accurate evaluation” (p. 13). At the same time, Dr. Slaby 
recognizes the need for a multidisciplinary approach in the 
emergency setting in the context of an overall biopsychosoc- 
ial model. 

This book is divided into five parts that seem to be arbi- 
trarily delineated. The first, although entitled Administrative 
Concepts of Emergency Psychiatry, brings out important 
clinical facts, particularly in the excellent profile by Dr. 
Friedman, who summarizes the literature on the clinical pro- 
file of psychiatric emergency patients. Dr. Friedman is In- 
structor in Psychiatry at the Harvard Medical School and 
Staff Psychiatrist at the Harvard Community Health Plan. In 
part two, Psychiatric Emergency Care Delivery Systems, I 
particularly commend the chapter by nurses Koppenaal and 
Ellis, also from the Harvard Community Health Plan, on 
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emergency care in a health maintenance organization 
(HMO). Part three is a brief section entitled Examples of the 
Administrative Process, and part four is a more technical 
section, Protocols and Models for Clinical Administration, 
mostly authored by Dr. Barton, who has made outstanding 
contributions in this field. 

If I had one criticism of the book it would be that many of 
the chapters are rather brief; therefore, the volume has some- 
thing of a staccato quality with an occasional superficial han- 
dling of an important topic. An example is the chapter on 
cross-cultural sensitivities and staff attitudes toward psychi- 
atric emergencies for patients who have special needs, such 
as children, adolescents, or the elderly. This chapter takes up 
only four pages. 

This book is especially useful, however, to the clinician 
administrator who is trying to put together a high-quality, 
responsive emergency service that provides for more than the 
episodic care provided by most emergency services. In psy- 
chiatry today, with large numbers of disturbed patients living 
in the community, the challenge is to provide mechanisms 
and incentives for continuity of care that should lessen the 
number of emergency encounters. The emergency setting is a 
linchpin in the capacity of our service system to provide 
high-quality psychiatric care. This volume will be highly re- 
garded by clinicians, administrators, and clinical administra- 
tors in community mental health centers, hospitals, HMOs, 
and other settings where emergency services are provided. 


STEVEN S. SHARFSTEIN, M.D. 
Baltimore, Md. 


EPIDEMIOLOGY 





Community Surveys of Psychiatric Disorders, edited by 
Myrna M. Weissman, Jerome K. Myers, and Catherine E. 
Ross, New Brunswick, N.J., Rutgers University Press, 1986, 
457 pp., $60.00; $25.00 (paper). 


This book is the fourth volume in the Psychosocial Epi- 
demiology series edited by Andrew E. Slaby. The objectives 
of the series are to provide a forum for discussion of prob- 
lems in psychiatric epidemiology, to be used as a teaching 
tool for students of the field, to keep prospective researchers 
alert to problems needing investigation, and to provide con- 
tinuing education to epidemiologists in the field. The editors 
appear to have satisfied all objectives. They bring together 
new works by the best and brightest in the field, including 
Paul Lemkau, H. Warren Dunham, Leo Srole, August B. 
Hollingshead, Jean Murphy, Tomas Helgason, A. Jeblensky, 
Bruce Dohrenwend, Lee Robins, John Wing, and Robert 
Spitzer. Anyone who appreciates the history of psychiatric 
epidemiology understands the importance of contributions 
to the field made by these writers. 

The book is divided into two sections. Part one provides 
14 chapters reviewing community surveys that have been 
conducted in the past, including the well-known Midtown 
‘Manhattan longitudinal study, the Stirling County study, the 
famed Hollingshead and Redlich study on social class and 
mental illness, and the more recent Epidemiologic Catch- 
ment Area study sponsored by the National Institute of Men- 
tal Health (NIMH). Studies from other countries are also 
considered, including the study of functional psychoses in 
Croatia, Yugoslavia, by Paul Lemkau; a study of mental 
disorders in Iceland by Tomas Helgason; and community 
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surveys in Israel. Reading these papers by the men and 
women who were responsible for them gives an added di- 
mension to this volume. 

The history of community studies in psychiatric epidemi- 
ology, despite the dry connotations the subject brings to 
mind, is quite interesting. As reviewed in an introductory 
chapter by the editors, the first survey took place in 1855 
when Edward Jarvis surveyed key informants, including gen- 
eral practitioners, clergymen, and community leaders, to de- 
termine the frequency of idiocy and insanity, the two major 
nosologic distinctions of the time. The key-informant meth- 
odology was later used by Lemkau in Baltimore in 1933 and 
1936 and by subsequent investigators. The Faris and Dun- 
ham study in 1939 on the ecological distribution of first 
admissions to mental hospitals in Chicago was another 
method of investigating mental illness. Both of these meth- 
odologies had limitations, however. It was not until after 
World War II that the development of psychiatric epidemi- 
ology gathered momentum. The earliest postwar studies used 
face-to-face interviews with random samples of subjects and 
concentrated on social and cultural influences on mental 
health. Examples include the study by Srole and co-workers 
on the stressful impact of urban life on mental health in 
residents of midtown Manhattan and the Leighton study of 
1,600 residents of Stirling County in rural Canada to evalu- 
ate the stressful impact of social change on mental health. 
These studies found high rates of mental impairment using 
objective impairment scales, but specific diagnostic catego- 
ries were not used. More recent studies have used such cat- 
egories. Structured interviews that provide diagnostic assess- 
ments, such as the NIMH Diagnostic Interview Schedule 
(DIS) and the Present State Examination (PSE), have been 
developed. 

The second part of the book includes five chapters, each 
describing different interviews that have been devised to eval- 
uate subjects in a community survey. An example of these 
chapters is one by Lee N. Robins, who has written elegantly 
of the development of the DIS. She carefully traces the his- 
tory of this instrument, which derived in part from the PSE 
(used in the International Pilot Study of Schizophrenia) and 
the Renard Diagnostic Interview (used at Washington Uni- 
versity in St. Louis). John Wing, in turn, describes the devel- 
opment of the PSE and its computer classification program, 
CATEGO. 

By gathering a distinguished group of writers, the editors 
have provided a volume that is a pleasure to read. Anyone 
with an interest in psychiatric epidemiology or, for that mat- 
ter, the history of psychiatry would be well served by adding 
this book to his or her library. As one who has been trained 
in psychiatric epidemiology, I find that my copy is rapidly 
becoming dogeared. 


DONALD W. BLACK, M.D. 
lowa City, lowa 


DYNAMIC THERAPY 





Trauma and Mastery in Life and Art, by Gilbert J. Rose. 
New Haven, Yale University Press, 1987, 239 pp., $27.50. 


The romance between art and psychoanalysis is an old 
one, its historical origins in Freud’s personal history and 
enthusiasm. In this book, Rose attempts with considerable 
success to show us that these ties are mutual and also lie in 
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the very nature of what art and psychoanalysis are and in 
what they do to us. He suggests that the wear and tear of life, 
the pressures of daily ordinary trauma, lead to the splitting of 
feelings from thought and the erosion of emotional meaning. 
Depending on the nature and depth of these splits, the results 

range from an impoverished life leached of feeling and lack- 
ing affective depth to psychopathology. 

The presentation of evidence resonates between clinical 
material and explication of specific creative products. For 
example, Rose compares a murderer he examined for the 
courts with Raskolnikov, a product of Dostoevsky’s life and 
art. Both real and fictional murders had roots in a similar 
childhood traumatic experience: seeing a horse beaten. For 
the real murderer, split-off traumatic experiences were trig- 
gered by current events and resulted in unthinking, impul- 
ad psychotic action. Presumably, analytic treatment might 

have led instead to the desired integration of memory and 
affect conducive to mastery. Dostoevsky, with conscious 
memory for the incident, instead, as he said in a different 
context, kept “adding new touches to an event that had hap- 
pened long ago and, above all, correcting it, correcting it 
incessantly.” This reworking, Rose argues, “counteracts de- 
nial and, through sensuous forms, reunites perception with 
affect. Through different routes, they both [psychoanaly- 
sis and art] make affect available again for reintegration 
with thought and perception. Both...tend to restore 
wholeness.” 

This brief summary belies the richness of Rose’s clinical 
material and the multiple examples from the plastic arts and 
music as well as from literature. Although I expected to learn 
from this book, I was surprised and pleased to find the proc- 
ess so much fun. 


WILLIAM A. FROSCH, M.D. 
New York, N.Y. 


Approaches to the Mind: Movement of Psychiatric Schools 
From Sects Toward Science, revised ed., by Leston L. Ha- 
vens, M.D. Cambridge, Harvard University Press, 1987, 385 
pp., $21.00; $8.95 (paper). 


Approaches to the Mind is a deliberate anachronism, a 
revision of a 1973 text about the origins of the dominant 
schools of psychiatric inquiry (1) that ends its historical ac- 
count well shy of the 1950s. Its heroes include Kraepelin, 
Charcot, Freud, Binswanger, and Sullivan. Readers who ex- 
pect to encounter Lacan, Kohut, Winnicott, Kernberg, 
Schafer, or their disciples will be puzzled by their total ab- 
sence from this volume. Leston Havens has decided to ex- 
plore the remote historical origins of current perspectives in 
psychiatric nosology and treatment. This historical emphasis 
is both the strong point of this book and also its major 
weakness. 

Four approaches to the mind are presented: objective-de- 
scriptive psychiatry, psychoanalysis, existential psychiatry, 
and interpersonal-social psychiatry. Objective-descriptive 
psychiatry, which has reassumed a dominant position in cur- 
rent research and clinical practice, allowed psychiatry to 
emerge from prejudice and magical thinking into an increas- 
ingly careful system of observing and classifying mental phe- 
nomena. Historically, it brought the patient with mental ill- 
ness from neglect and abuse to become the object of scientific 
curiosity. Objective-descriptive psychiatry distances the ob- 
server from the phenomenon observed, maintaining an un- 


1471 


BOOK FORUM 


questioning belief in scientific rationalism. Yet the writings 
of Kraepelin, Janet, and Charcot reveal a growing complex- 
ity of attention. Kraepelin charted the time course of demen- 
tia praecox over decades to discover paradoxical differences 
between the relative preservation of intellectual function and 
the destruction of psychological life. Janet directed his atten- 
tion to the psychological states of the hysterical and obses- 
sive patients whom he studied. He explored the role of 
trauma in producing symptoms and induced psychoses (dis- 
sociation, psychasthenia, fugue state) to explain the forma- 
tion of psychiatric symptoms. Charcot combined an ex- 
panded concept of process with detailed description into a 
careful nosology of psychiatric illness. 

Havens emphasizes the common ground between psycho- 
analysis and objective-descriptive psychiatry. Both schools 
take a surgical approach to the uncovering of information 
concerning the patient. Objective-descriptive psychiatry dis- 
tances the observer from the patient by means of relentless 
questioning and scrutiny. Psychoanalysis distances the ob- 
server by means of the blank screen. Havens’s brief (28 
pages) summary of Freud’s work cannot do justice to the 
radical implications of Freud’s ideas concerning the uncon- 
scious, transference, and the overdetermination of psycho- 
logical phenomena. Havens emphasizes the aspect of psycho- 
analysis that seeks to resolve symptoms through the 
uncovering and explication of sexual fantasies and wishes 
and defenses against them, thereby ignoring the developmen- 
tal, structural, and idealistic aspects of Freud’s thought. This 
makes it harder for the reader to imagine the connections 
between subsequent schools of psychoanalytic thinking and 
Freud’s own work. 

Havens places unusual emphasis on existential psychiatry 
and interpersonal-social psychiatry, perhaps in part because 
readers might be less familiar with these schools. Existential 
psychiatrists developed a radically different approach to the 
patient. Rather than seeing the patient and the illness as 
objective phenomena to be questioned and classified, Bins- 
wanger, Minkowski, and Jaspers saw the physician and the 
patient as two similar beings whose encounter in mutual 
vulnerability made understanding and change possible. The 
patient might affect the psychiatrist as much as the psychia- 
trist might affect the patient. The goal of psychiatric treat- 
ment was to share the experience of the patient’s inner 
world. Empathy, connectedness, and the relief of the pa- 
tient’s isolation were the essence of treatment, supplanting 
diagnosis, observation, and objectification. 

Interpersonal-social psychiatry rediscovered the impor- 
tance of the environment in shaping psychiatric illness. Un- 
like existential psychiatry, which placed the patient and the 
psychiatrist at an angle, looking out together on a strange 
world, interpersonal-social psychiatry explored and vali- 
dated the demands and failures of the human environment. 
Society rather than the patient alone was seen as a center of 
pathology. The psychiatrist could be a reinterpreter of the 
faulty relationship between the patient and the environment, 
showing the patient the meaningfulness of his or her “‘patho- 
logical” behavior in its social context. Havens sees this ap- 
proach as the origin of modern object relations theory, as 
existential psychiatry informs modern self psychological 
practice. 

Later chapters of the book examine the contrasting 
approaches of these four schools to questions of clinical his- 
tory, causation, the relationship between patient and psy- 
chiatrist, and psychiatric ideals. Objective-descriptive psychi- 
atry valued detailed phenomenological histories, searched 
for biological causes, accepted an instrumental relationship 
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of physician to patient, and idealized symptom removal and 
syndrome relief. Psychoanalysis emphasized the remote past 
as a determinant to present functioning, looked to uncon- 
scious fixations and conflict for causes, explored transferen- 
tial aspects of relationships in an atmosphere of severe re- 
straint on the part of the analyst, and idealized the 
achievement of mature genitality. Existential psychiatry was 
antihistorical, saw disruption of wholeness as the cause of 
illness, focused on the real relationship of psychiatrist and 
patient, and idealized the obliteration of subject-object dis- 
tinctions. Interpersonal-social psychiatry emphasized the so- 
cial context in clinical history and causation, saw the psy- 
chiatrist and the patient as co-observers, and idealized being 
in the social world over the inner worlds of fantasy and 
biology. 

Despite the usefulness of such a historical survey. the 
reader is left wishing that Havens had brought the same 
thoughtful exploration to current psychiatric theory. In his 
conclusions, Havens pleads for a selective application of the 
perspectives provided by the four major psychiatric schools. 
He rejects attempts to amalgamate perspectives, claiming 
that naive eclecticism merely destroys the unique advantages 
of each school. Instead, he suggests that we select among the 
approaches according to the emerging needs of the patient. 
This is an up-to-date recommendation even in a somewhat 
dated volume. One can only hope that the pluralism Havens 
espouses will survive the current predominance of descrip- 
tive-objective psychiatry. 
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Dynamic Therapy in Brief Hospitalization, by John M. Old- 
ham, M.D., and L. Mark Russakoff, M.D. Northvale, N.J., 


Jason Aronson, 1987, 226 pp., $25.00. 


Rousseau, some 200 years ago, caustically remarked, 
“Bring me medicine but not the Doctor.” His comment 
shows a disturbing prescience of the direction that hospital 
psychiatry has taken in the latter half of this century. In the 
wake of the psychopharmacological discoveries of the 1950s 
and the diminishing capacity of society to afford to contain 
patients in hospitals for more than very brief lengths of stay, 
we have witnessed a shift of treatment philosophies from the 
psychological realm to the biobehavioral. We are now in an 
era of brief, often predominantly somatic hospital psychiat- 
ric treatment. At risk, in this era, is our knowledge and our 
development of psychodynamic formulation and therapy. 
Regrettably, medicine may replace the doctor. 

Dynamic Therapy in Brief Hospitalization is devoted to 
maintaining and advancing our dynamic skills. The authors 
have labored to understand and articulate psychodynamic 
principles as they may be applied to acute hospitalizations of 
30 days or fewer. We are in their debt, for they have admi- 
rably succeeded. The doctor has a place in their treatment 
armamentarium. Affiliated, respectively, with Columbia Uni- 
versity College of Physicians and Surgeons and Cornell Uni- 
versity College of Medicine, Drs. Oldham and Russakoff 
have developed what they term a “medical-therapeutic com- 
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munity.” They use as an illustration a 25-bed teaching unit 
of New York Hospital-Cornell Medical Center, Westchester 
Division. The patients on this unit are a diverse group in age, 
psychopathology, duration of illness, and legal status. Draw- 
ing heavily, but not exclusively, on object relations theory, 
the authors offer a model for the individual and group treat- 
ment of the briefly hospitalized psychiatric patient. 

In three sections, the book describes the history and theory 
of hospital psychiatry, general principles of hospital-based 
psychotherapy, and specific examples of clinical care. In the 
first section, we are provided a balanced, historically based 
exegesis on the therapeutic milieu. The authors then describe 
a program in which the medical model and the therapeutic 
community coexist. They sensibly call for leadership without 
autocracy, for order and predictability, and for a milieu that 
is flexibly specific so that it can meet the varied needs of 
varied patients. The second section is composed of three 
chapters on individual and group psychotherapy and on the 
community meeting. Debatably, Drs. Oldham and Russakoff 
suggest that the “overriding” concept of inpatient individual 
psychotherapy is understanding rather than cure and that the 
“preeminent dynamic issue confronting most inpatients has 
to do with self-esteem and the vicissitudes of narcissism.” 
Because so little has been written on this subject, the authors 
are to be congratulated for breaking such important ground. 
However, their clinical illustrations later in the text point to 
the critical value of working with affects, defenses, resis- 
tance, conflicts, and alliance. 

The chapter on group psychotherapy presents an interest- 
ing model of group treatment in which silent staff observers 
are regular group attendees. The authors describe an “ex- 
pressive” group therapy that is psychoanalytically informed 
and provided three times a week. Because all patients on the 
unit must attend, more discussion of the rationale of this 
group therapy would have been helpful, especially in view of 
the concept of level groups advocated by others such as Ya- 
lom and because there is a recognized literature on the neg- 
ative effects of expressive groups. 

The chapter on the community meeting is a remarkably 
good presentation of this complex large-group endeavor. 
The description of a typical community meeting and the 
transcript from one (provided later in the text) are very help- 
ful in understanding the authors’ approach and learning 
from their experience. 

The section of specific examples of clinical care includes 
chapters on an acutely psychotic patient, hospitalized schizo- 
phrenic patients, an adolescent, and a suicidal borderline 
patient. There are also chapters illustrating group therapy 
and the community meeting. The chapters on particular pa- 
tient types provide frequent examples of therapeutic dialogue 
with subsequent commentary. We are given a window into 
the actual therapy and into supervisory sessions with resi- 
dents. This alone makes the book unique in the current in- 
patient literature. The chapter on the borderline patient has 
an excellent excerpt from a therapeutic encounter in which 
internal representations are identified and their attendant 
conflicts and interpersonal expression demonstrated. Al- 
though Drs. Oldham and Russakoff proffer an object rela- 
tions model, these chapters on what is actually being done 
reveal a more eclectic approach in which structural theory 
and pragmatic limit setting are also used. 

I hope that this book is widely read. The authors are clear 
and sophisticated thinkers who are trying to teach us how to 
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retain psychotherapeutic techniques in the care of the hospi- 
talized psychiatric patient. May their effort be successful. 


LLOYD I. SEDERER, M.D. 
Cambridge, Mass. 


The Annual of Psychoanalysis, vol. XV, 1987, edited by the 
Chicago Institute for Psychoanalysis. Madison, Conn., In- 
ternational Universities Press, 1987, 373 pp., $40.00. 


If a historian from some future era were to inquire after a 
single volume from which one might deduce the state of 
psychoanalysis at this end of its first century, I would with- 
out hesitation recommend the 1987 edition of this Annual 
produced by the Chicago Institute for Psychoanalysis. Aware 
that Kohut has influenced analytic thinking in Chicago to 
such a degree that for some the mention of this city is a veiled 
reference to the theoretical system called self psychology, a 
modern reader might approach this book expecting some 
degree of bias. That this Annual not only offers a fair and 
equable representation of psychoanalytic thinking over a 
wide range of subjects and attitudes but also features mate- 
rial critical of Kohut demonstrates the openness and skill 
with which the editors have accepted the responsibility im- 
plied by the title of their series. 

In a brief discussion of one paper, Merton M. Gill, a mem- 
ber of the editorial committee for this Annual, comments 
that, for him, the difference between psychotherapy and psy- 
choanalysis rests neither on the use of the analytic couch nor 
on the frequency of sessions but on the attention given to 
transference. The reader who eschews the external trappings 
of psychoanalytic technique but respects the logic and spirit 
of a theoretical system devoted to the idea that human life is 
multilayered and complex will feel rewarded rather than re- 
jected or demeaned, as is often the case when analysts define 
their craft in terms of its presumed superiority over other 
forms of treatment. 

As is proper in an era of avalanching scientific data, the 
volume opens with three papers that attempt to adjust ana- 
lytic theory and practice to the findings of modern science. 
Virginia C. Barry discusses the mechanisms through which 
we achieve and maintain psychological integration, using 
case material to focus our attention on the changes in tech- 
nique necessitated by new work in the area of infant obser- 
vation, the nature of primary and secondary processes, and 
the phenomenology of interaffectivity. T.L. Dorpat extends 
his well-known work on the microanalysis of denial, which 
has led him to the theory that appraisal of danger initiates a 
sequence of negative affect, cognitive arrest, and screen be- 
havior. F.J. Levin and D.M. Vuckovich offer the fourth in 
their series of papers on the relationship between brain phys- 
iology and psychoanalysis. They note the difference between 
the digital, cognitive functions currently assigned to the con- 
tralateral hemisphere, suggesting that correct interpretations 
facilitate neural activity through the corpus callosum. They 
also suggest that the cerebellum has an important role in 
interhemispheric bridging and memory. 

The clinical section offers a tightly reasoned paper by Betty 
C. Buchsbaum noting that a child’s memory of a parent who 
has died depends on the degree of development achieved at 
the time of that loss. H. Peter Hildebrand, however, leaps to 
the other end of the temporal spectrum and presents clear 
evidence that good analytic work can be done with the el- 
derly; he suggests some of the reasons why Freud resisted 
such insight. Perhaps the heart of the volume is the paper by 
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Margaret J. Black documenting her observation that the the- 
oretical stance taken by the analyst may color the transfer- 
ence. Attempting to work in as pure a Kohutian style as 
possible, she had fallen into a therapeutic impasse resolved 
only when she made a confrontational expostulation more 
expected in normal conversation than in psychoanalysis. 
Commentaries on Black’s paper by Zenia Odes Fliegel, Lloyd 
H. Silverman, Merton M. Gill, and Marian Tolpin, with a 
concluding response by Black, offer the reader one of the 
most entertaining and educational case conferences | have 
read in some time. 

In the lone paper on child analysis, Benjamin Garber dis- 
cusses “The Isolation and Loneliness of the Child Analyst.” 
He presents a rare opportunity to peek into this most private 
and perhaps least understood of the analytic systems of treat- 
ment. In sequential papers on child development, Irving Phil- 
ips and Barbara Fajardo demonstrate what can be done to 
mitigate the psychological effects of neonatal trauma. Else- 
where, Allan D. Rosenblatt attempts to explain why patients 
improve in psychotherapy. 

In the section entitled Applied Psychoanalysis, Dennis Far- 
rell discusses “The Forgotten Childhood of Hermann 
Hesse,” tying together what data can be extrapolated from 
the writings of his family and friends to explain how what 
was hidden from the great author by the mechanisms of 
repression and denial came to appear in his work. Melvin 
Roman and Peter Stastny offer data correlating the child- 
hood traumata experienced by the German painter Jochen 
Seidel with the images he painted. Ann Speltz contributes the 
results of her long investigation into the imagery of separa- 
tion and individuation in the work of Virginia Woolf. Edwin 
C. Peck’s paper on the poetry of Dylan Thomas is easily the 
most moving in this Axaual, a single part worth the price of 
the whole. Dylan Thomas is about sound, about affect, about 
association. Peck requires us to read aloud the many stanzas 
reproduced in this book, noting that such linkages of sonor- 
ity and meaning are achieved only through hard work, for 
the published poems were antedated by, for instance, more 
than 200 written versions of “Fern Hill’ and 160 of “The 
Prologue.” Recorded here are themes of father love, mother 
love, grief at the death of his beloved father, and the personal 
terror on which the poet drew for the force and imagery of 
his work. 

The final papers are by David Zimmermann, a Brazilian 
psychoanalyst, and Susan Stanford Friedman, an American 
educator. These authors use psychoanalytic models to inves- 
tigate psychosocial problems. In a searing and searching his- 
torical survey of his own analytic education, Zimmermann 
describes the ignored pathology of power and prestige even 
among those who demand of themselves meticulous atten- 
tion to such issues in their personal clinical work. Friedman 
gives us a psychoanalytic history of society’s continuing ef- 
forts to prevent women from receiving the benefits of edu- 
cation, a story often told yet not told often enough. One 
reads both papers wishing they were not there to tease at the 
edges of our denial; psychoanalysis is about such revelations. 

Our historian from the far future would conclude that 
psychoanalysis as a field of inquiry had left the control of its 
founders and their anointed inheritors and found its place 
among the sciences. Psychoanalysis today is large enough to 
contain not only the partisans of the many styles and systems 
of traditional analytic training but also the dispassionate 
atheoretical observer of neonatal behavior and infant- 
mother interaction and the neuropsychologist and neurophy- 
siologist, who look to the tissue of the brain for answers to 
questions once declared improper. Many of the authors rep- 
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resented in this book challenge the very basis of Freudian 
thought, others use unquestioningly the lens of his genius to 
examine the stuff of life, and still others follow Freud’s lead 
in Opening to view that which disturbs or affronts us. Not 
bad for one volume in a series. | wonder what Chicago will 
do next year. 


DONALD L. NATHANSON, M.D. 
Philadelphia, Pa. 


Techniques of Working With Resistance, edited by Donald 
S. Milman, Ph.D., and George D. Goldman, Ph.D. North- 
vale, N.J., Jason Aronson, 1987, 403 pp., $37.50. 


Sigmund Freud, from the early clinical work cited in Stud- 
ies on Hysteria (1), recognized that there was a force imped- 
ing the progress of psychoanalytic work which was identical 
to the force generating the original symptom. He named the 
phenomenon “resistance.” The subsequent elaborations of 
psychoanalytic theory by others have not contributed to any 
unitary understanding of resistance or its clinical manage- 
ment. In this volume, Drs. Milman and Goldman attempt to 
address resistance by assembling the views of a range of 
authorities. 

They organize this effort into three parts. First, they bring 
together works of historical significance by Sigmund Freud, 
Wilhelm Reich, Anna Freud, Ralph Greenson, and Heinz 
Kohut. Next, they present modern contributions on specific 
techniques by such authors as Robert Langs and Donald 
Meltzer. Finally, contributors such as Peter Giovacchini and 
James Masterson describe resistance in specific diagnostic 
categories. As might be expected, the adherents of the several 
theoretical schools (ego psychology, object relations, self 
psychology) proceed on the grounds of mutually incompat- 
ible assumptions about mental processes and pathology. 

A few chapters stand out for their clarity or their explo- 
rations of novel approaches. Helen Block Lewis argues for 
the abandonment of the term “resistance.” She views the 
phenomena so labeled as manifestations of shame and guilt 
evoked in the therapeutic bond. Robert Langs, typically, 
marches to the beat of his own drummer but explains with 
remarkable eloquence the sources and characteristics of re- 
sistances in the “adaptive context” of the relationship. Ben- 
jamin Wolstein, in “Transference and Resistance as Psychic 
Experience,” lucidly defines transference as a “sponse,” an 
outward-directed search for expression and connection. 
Resistance, by comparison, is a “response,” the inward- 
directed reaction to the interpersonal context of the search 
for attachment. 

Drs. Milman and Goldman are to be commended for their 
selection of the seminal historical papers in the field and for 
their acquisition of current views from leading contemporar- 
ies. Although it is an excellent anthology, it is, unfortunately, 
little more than that. Chapters by Althea Horner, Peter Gio- 
vacchini, James Grotstein, and James Masterson all cover 
much of the same object relations ground. The effort to ex- 
plain the self psychological approach is hindered by the in- 
clusion of papers that address only Kohut’s 1971 model of 
the bipolar self, ignoring the substantial revisions of the 
model in 1977. Greenson’s “Resistance Analysis” is deftly 
edited, but Reich’s lengthy, plodding “Character Analysis” is 
left untouched. 

The editors’ introduction underlines the crucial point that 
“Resistance is a clinical or technical concept, ...a treat- 
ment-specific notion.” It also reminds the reader that all re- 
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sistance has both an interpersonal and an intrapersonal com- 
ponent. Beyond these points, however, the introduction does 
little more than catalog the chapters. Definitions and com- 
parisons of such idiosyncratic arcana as “vertical splits,” 
“B-C communicative modes,” and “withdrawing object-re- 
lations part-unit (WORU)” would be appreciated even by 
the sophisticated reader. 

This volume is most likely to be useful to analytic candi- 
dates or ambitious therapists seeking to find in the writings 
of others points of view that might illuminate their own 
philosophies of resistance. It limits itself, however, to an 
ideological smorgasbord. The editors have saved the reader a 
trip to the library, but they seem to have missed the oppor- 
tunity to illuminate a debate that begs for clarity. 
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On Private Madness, by Andre Green. Madison, Conn., In- 
ternational Universities Press, 1987, 380 pp., $35.00. 


This book is written by a French psychoanalyst, which in 
and of itself may explain its esoteric quality. The introduc- 
tion is particularly helpful in explaining the author’s path- 
way to analytic thinking. He was trained in psychiatry and 
neurology and came under the influence of Lacan in France. 
This was just before the split between Lacan and his group 
and the Paris Psychoanalytic Society. One of the author’s 
original assignments was to reread Freud, which he certainly 
did with a passion. He remained a member of the Paris Psy- 
choanalytic Society while still following at least in part the 
work of Lacan. His thinking was greatly influenced by other 
analysts as well—Bion, Winnicott, and Klein, to name a few. 
As he points out in the introduction, early on he felt he had 
to make a decision 


to make a distinction between becoming a theoretician 
or a practitioner. I agreed to listen to the first while 
turning a deaf ear to the second... . French psychoan- 
alysts have the reputation with their foreign colleagues 
of having a complicated form of thought—too theoret- 
ical it is said, often hard to grasp, and too far removed 
from clinical experience and daily practice. The expla- 
nation is simple: French psychoanalysts belong to a dif- 
ferent cultural tradition from that of the Anglo-Saxon 
world, where impressionism and pragmatism are con- 
sidered to be qualities whereas intellectualization and 
abstraction count as vices rather than as virtues. 


Later on in the chapter on the concepts of affect Green 
makes another important statement: 


The reader will doubtlessly not fail to be struck by the 
fact that I make as little reference to the hypothesis of 
child development for the comprehension of affective 
phenomena, which seems strange and, to say the least, 
paradoxical. | abstain from it on purpose, in order not 
to add to the confusion which appears to me to reign in 
this domain. 
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It seems to me that if we are physicians first we would 
want to know all we could find out about the origins of the 
patient’s disease, what aberrations it has produced, and what 
we can do about it. The author focuses in the main on the 
theory of borderline states and gives little attention to treat- 
ment. It seems to me that a great deal more attention should 
be given to what sort of therapeutic intervention would be 
most useful and why. 

In the first chapter, “Psychoanalysis and Modes of 
Thought,” considerable attention is given to the differences 
in primary and secondary thinking. One particular passage 
seems appropriate for quotation: 


It is a matter of reasoning, according to the processes 
of a deep hidden madness of the ego. Consequently, the 
analyst must train himself to use kinds of thought fur- 
ther and further removed from rational logic. The logic 
of the pleasure principle as Freud found it in the primary 
processes appears much too simple in relation to the 
logic found in the difficult borderline cases. These cases 
reveal the existence of what I have called the analysand’s 
private madness. This private madness is only revealed 
in the intimate transference relationship. Outside this 
relationship the patient is more or less like many others, 
neither more nor less insane than anyone else. 


Elsewhere the author states that he feels that in everyone 
there is a deeply hidden core of private madness in the ego. 

The chapter on the borderline concept is quite complicated 
and difficult to summarize. It includes the thinking of a va- 
riety of authors and in my opinion illustrates quite clearly 
why we all have so much difficulty in treating these patients. 

I have always equated the words “madness” and ‘“‘psy- 
chosis.”” Green’s view of the difference is perhaps best found 
in the chapter “Passions and Their Vicissitudes.” He says, 


The madness at the heart of iman is not the preroga- 
tive of pathology. But one should not confuse this mad- 
ness with what we call psychosis. I propose the follow- 
ing formula to distinguish between them: madness, 
which is a component of the human being, is linked to 
the vicissitudes of primordial Eros, which are in con- 
stant conflict with the destructive instincts. When Eros 
prevails, it is because the passions which inhibited be- 
come bound and psychosis is averted. But when the 
destructive instincts triumph over Eros, the unbinding 
process is stronger than binding, and psychosis wins 
through. 


The concept of the death instinct originally proposed by 
Freud has lost much of its popularity through the years, but 
here and there in the book the author revitalizes this concept 
in a variety of ways. 

One chapter that captured my interest in particular is en- 
titled “The Dead Mother.” By this term the author is refer- 
ring not to the really deceased mother but, rather, one who 
becomes depressed and unavailable emotionally to the child. 
Green goes into detail concerning the different outcomes in 
these cases. At one point he gives a simple illustration of 
snapshots of the family before the mother’s illness showing 
the child looking happy and satisfied and snapshots taken 
after the mother’s depression showing a depressed, unin- 
volved child and mother. 

In summary, most American psychiatrists and even psy- 
choanalysts would not find this book of great practical use- 
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fulness. It does, however, contain many interesting passages 
from Freud revealing the changes in his thinking. 

At one point, Green says, “One may wonder .. . what the 
purpose of analysis is. One can say ... that psychoanalysis 
aims at adjusting the patient to reality, promoting his emo- 
tional maturity, or his personal liberation. 1 would prefer to 
think that the aim of analysis is to prepare the patient for self 
analysis.” In another chapter, “The Double and the Absent,” 
Green says, “We are told there is no analysis but that of the 
transference, and that the transference is only found in anal- 
ysis.” I have always felt transference to be a ubiquitous 
phenomenon that is understood and used essentially only in 
psychoanalysis. 


STUART M. FINCH, M.D. 
Augusta, Ga. 


101 Common Therapeutic Blunders: Countertransference 
and Counterresistance in Psychotherapy, by Richard C. Ro- 
bertiello, M.D., and Gerald Schoenewolf, Ph.D. Northvale, 
N.J., Jason Aronson, 1987, 294 pp., $27.50. 


Problems of countertransference and counterresistance go 
iar beyond the confines of strictly psychoanalytic work and 
tar beyond the problem of expression of neurotic conflict 
enacted in the work of the psychoanalyst. Newer views of 
countertransference and counterresistance include not only 
transferences and resistances on the part of the analyst but 
also the analyst’s reaction to the transferences and resis- 
tances of the patient. They provide important data for the 
treatment process. Countertransference and counterresist- 
ance, then, are important forces beyond the awareness of the 
treating person that threaten the progress of the work in all 
sorts of relationships, not just psychoanalysis or intensive 
psychotherapy. They may be applied equally to pharmaco- 
logical treatment, hospital treatment, group treatment, fam- 
ily treatment, and nonpsychiatric medical treatment. Such 
reactions include unscrutinized overprotectiveness, with- 
holding, sermonizing, frequent changes of treatment regi- 
mens or medication, oversolicitousness, neglect, overregula- 
tion, distancing, or unwitting deployment of the patient to 
bolster the self-esteem of the treating party. 

nfortunately, however, discussions of countertransfer- 
erice and counterresistance are hard to tease out of the gen- 
eral body of psychoanalytic theory; in fact, the best expo- 
nents of the importance of countertransference have been 
those who have contributed to the psychoanalytic tradition 
in works that are difficult for nonpsychoanalysts to grasp: 
Klein, Racker, Kohut, and Kernberg. These and others write 
in language that is so rife with psychoanalytic presupposi- 
tions that the uncommitted or uninitiated are hard pressed to 
tell what presuppositions are being made when countertrans- 
ference is being discussed and what concrete manifestations 
of countertransference are being referred to. Consequently, 
the whole topic of countertransference and counterresistance 
tends to be isolated to psychoanalysis or psychoanalytic psy- 
chotherapy; there is very little, if any, mention of it in other 
fields desperately in need of usable concepts of inappropriate 
reactivity on the part of treating persons in the treatment 
situation. 

Richard Robertiello and Gerald Schoenewolf add a very 
useful ameliorative to this situation with this readable vol- 
ume of vignettes, which the authors themselves liken to Ae- 
sop’s Fables. The 101 vignettes take up one to three pages 
each and are organized into discussions of erotic, sadomas- 
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ochistic, and narcissistic countertransferences and character- 
ological and cultural counterresistances. There are also brief 
discussions of the notions of countertransference and coun- 
terresistance by both authors and a final chapter on diagrosis 
and treatment of countertransference and counterresistarice 
by Robertiello. The word “blunder” is a happily chosen one 
because it eschews any theoretical orientation as this pag- 
eantry of blunders motivated by the therapist’s unconscious 
is reviewed, 

The book draws from case material rooted in psychoanal- 
ysis or psychoanalytic psychotherapy, but the problems dis- 
cussed are concrete enough to be recognized easily, largely 
without presuppositions, and to be generalized to other ar- 
eas. The book then takes a big step forward in making con- 
crete a very difficult notion in both theory and clinical work. 
By and large, the vignettes are typical, well portrayed, and 
vivid. The authors are, of necessity, somewhat brief in trac- 
ing the dynamics of the individual therapist, but the person 
who reads this book from beginning to end will certainly 
pick up a good sense for motivated blunders in this interest- 
ing, well-written, and readable collection. 

The book does have some shortcomings. I found that in 
the early vignettes, formulations based on assumptions zhat 
the psychoanalytically inexperienced would not see in the 
data appear in a rather offhand manner. Some of the later 
vignettes seem glib and almost fabricated. 

Most of the 101 blunders, however, are well presented, 
typical of clinical errors, and extremely useful. I would rec- 
ommend this book to students relatively eatly on the path of 
exploring intensive psychotherapy, and I would urge them to 
read it from begirining to end. The authors have done a great 
service to the field, opening up an area that is often heavily 
weighted with theoretical presuppositions and terminology 
which seems to the uninitiated like incomprehensible jargon. 


MELVIN R. LANSKY, M.D. 
Los Angeles, Calif. 


The Interpretation of Dreams in Clinical Work: American 
Psychoanalytic Association Workshop Monograph 3, edited 
by Arnold Rothstein. Madison, Conn., International Univer- 
sities Press, 1987, 213 pp., $35.00. 


Freud’s distrust of any inference drawn from the mantfest 
content of the reported dream, put forward in The Interpre- 
tation of Dreams (1) in 1900, still has its impact on the 
psychoanalytic study of dreams. Freud’s discovery of the de- 
fensive and self-deceptive aspect of dream formation made 
him wary, and he tended to deemphasize any methoc of 
ascertaining the meaning of a dream other than a radically 
individual one. Each dream, Freud contended, is woven 
afresh by the dream work, frequently using a collage of re- 
cent material drawn from the few days preceding the dream 
arid even-perceptions and bodily sensations during the night 
in which the dream is dreamed. The significance of dreams 
could be ascertained only by reversing the activity of the 
dream work; that is to say, by getting the patient’s associa- 
tions to the elements of the dream narrative and following 
those associations to the latent dream thoughts and to the 
underlying infantile wishes. 

Although Freud himself codified symbols in dreams and 
typical dreams, obviously gleaned from manifest content and 
not solely from the results of associative investigation, the 
legacy of the original exclusive reliance on associations for 
studying dreams has been an exaggerated suspicion of the 
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manifest content altogether; thus, there is a. methodological 
impasse in classifying and studying dreams. Although there is 
widespread agreement among psychoanalysts today that 
Freud overemphasized the discontinuity between manifest 
and latent contents of dreams, studies of dreams have been 
hampered by a devaluation of the manifest content. The 
psychoanalytic literature contains scatterings of clinical wis- 
dom on dreams, but such clinical wisdom tends to occur in 
isolation and without much of a sense of collaboration or 
building on empirical generalizations put forward by other 
clinicians, . , 

The psychoanalytic literature on dreams includes full- 
length, single-author works by such eminent practitioners as 
Ella Freeman Sharpe (2), Leon Altman (3), and Alexander 
Grinstein (4). But these works tend to be somewhat lonely 
voices of intuitive and talented clinicians, not collections of 
contemporary wisdom. A volume edited by Robert Fliess (5) 
and another multiauthored volume edited by Joseph Natter- 
son (6) are among the few collections of thinking about 
dreams in the psychoanalytic literature. 

The Interpretation of Dreams in Clinical Work is an at- 
tempt to update current psychoanalytic thinking about 
dreams. It is based on a 2-day conference with 11 contribu- 
tors and includes some overview comments with rather so- 
phisticated audience participation. The book begins with a 
. splendid overview by Leo Rangell. The next section, Perspec- 
tives on the Dream in Clinical Work, represents the bulk of 
the volume and contains 10 chapters, most of them excellent, 
on the understanding of dreams in the context of important 
clinical topics such as resistance, acting out, mourning and 
separation, and the reconstruction of trauma. One chapter 
concerns the controversy about “‘self-state” dreams. Another 
emphasizes the importance of the self-representation in vir- 
tually all dreams. Jerome Oremland’s contributions concern 
psychotic and borderline patients and the use of a specific 
dream dealing with termination. The final chapter in this 
section is an illuminating contribution by Paul Bradlow on 
predictions based on the manifest content of the initial dream 
in psychoanalysis. Bradlow’s chapter, like his previous work, 
provides a straightforward methodology for gleaning clinical 
generalizations that is rare in the psychoanalytic literature 
and both thought provoking and useful. The final section of 
the book consists of three overview chapters that bring the 
10 contributions into perspective. 

This concise collection is a first-rate update on the current 
status of dreams in the psychoanalytic situation. Its useful- 
ness is not limited to practitioners of unmodified psychoanal- 
ysis. Most of the chapters on clinical work address the use of 
dreams in clinical predicaments that are of central impor- 
tance to any dynamic psychotherapy. This volume meets the 
need for an up-to-date multiauthored symposium collecting 
clinical wisdom in an accepted theoretical framework. The 
reader can use this book to extrapolate to current psycho- 
analytic work as well as to other kinds of psychotherapeutic 
work. It is highly recommended, not just for those practicing 
psychoanalysis but to all practitioners of intensive, dynamic 
psychotherapy. 
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Frontiers of Dynamic Psychotherapy: Essays in Honor of 
Arlene and Lewis R. Wolberg, edited by Peter Buirski, Ph.D. 
New York, Brunner/Mazel, 1987, 162 pp., $22.50. 


The essays in this book are a Festschrift for Ariene and 
Lewis R. Wolberg, two psychoanalysts who founded the 
Postgraduate Center for Mental Health in New York City. 
Many will be aware. of their contributions to the field of 
dynamic psychiatry. Technique of Psychotherapy (1) and 
The Borderline Patient (2) are well-known. The difficulty in 
reviewing the current book is that although the Wolbergs 
deserve the honor of the Festschrift and the excellence of the 
contributors, most of the contributions are repetitions of 
what has been published elsewhere. Robert Cancro on schiz- 
ophrenia, Robert Jay Lifton on suicide, Clifford J. Sager on 
remarriage, and Habib Davanloo on short-term therapy are 
probably familiar to most readers. If not, more complete 
expositions of their views are probably to be recommended. 
The contribution by Eslee Samberg and Allen Frances is an 
interesting and perhaps ironic academic attempt to demon- 
strate how all current models of therapeutic change are to be 
found in Freud. They make the powerful point that perhaps 
psychoanalysis is not a unitary treatment but a multidimen- 
sional one containing elements later purified into cognitive, 
affective, interpersonal, developmental, and behavioral mod- 
els. Interesting also is Frank M. Lachmann’s description of 
how patients, teachers, peers, associates, and coauthors have 
affected his development. It is an interesting and revealing 
piece on how a creative clinician works. 

In summary, I would recommend everything this book 
contains without recommending that it be purchased. 
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Letters to the Editor 





Interaction of Fluoxetine With Tricyclic Antidepressants 


Sir: I recently prescribed fluoxetine for two patients who 
were taking tricyclic antidepressants. In each case the patient 
experienced side effects consistent with tricyclic antidepres- 
sant toxicity, which was confirmed by an elevated plasma 
level of the tricyclic. 


Ms. A, a 31-year-old woman, was treated for major 
depression with nortriptyline, 125 mg/day; her plasma 
nortriptyline level reached 77 ng/ml (therapeutic range= 
50-150 ng/ml). The dose of nortriptyline was increased to 
175 mg/day, and Ms. A’s plasma nortriptyline level rose to 
88 ng/ml. She continued to experience depressive symp- 
toms. The dose of nortriptyline was decreased from 175 to 
100 mg/day over a period of 1 week, and then fluoxetine, 
20 mg/day, was begun. Two weeks later the patient felt 
worse, with decreased energy, sedation, and psychomotor 
retardation. After another 10 days her plasma nortripty- 
line level was 162 ng/ml. Ms. A discontinued the nortrip- 
tyline and continued the fluoxetine at 20 mg/day. Within 3 
weeks she felt much better, and the side effects had re- 
solved. Within 4 weeks of discontinuing nortriptyline, Ms. 
A felt “normal” for the first time in a vear. 


Ms. B, a 42-year-old woman, was treated for major de- 
pression with desipramine, 350 mg/day, and lithium, 1200 
mg/day, which resulted in a desipramine level of 133 ng/ml 
(therapeutic range=50-300 ng/ml) and a lithium level of 
0.75 meq/liter. Because of her continued depression, the 
dose of desipramine was tapered to 150 mg/day, and fluox- 
etine, 20 mg/day, was begun. However, the patient devel- 
oped a skin rash, and the fluoxetine was discontinued 3 
days after she first took it. Ms. B experienced more de- 
pression, drowsiness, sedation, low energy, and psycho- 
motor retardation. The dose of desipramine was increased 
to 350 mg/day, but the drowsiness, decreased energy, 
light-headedness, and psychomotor retardation continued. 
Ms. B’s plasma desipramine level had risen to 632 ng/ml, 
and her lithium level was 0.79 meq/liter. The desipramine 
was discontinued for 3 weeks and then resumed at a lower 
dose, with gradual resolution of the symptoms. 


Both of these patients, who had been treated chronically 
with tricyclic antidepressants and whose plasma levels of the 
tricyclics were in the therapeutic range, developed marked 
side effects of drowsiness, decreased energy, psychomotor 
retardation, and depressed mood after fluoxetine was added, 
although they had decreased their daily doses of the tricyclic 
antidepressants. In both patients, plasma levels of the tricy- 
clics were in the toxic range after fluoxetine was added, and 
in one patient the symptoms persisted for several weeks after 
the fluoxetine was discontinued. 

One possible explanation for these incidents is a pharma- 
cokinetic interaction; that is, fluoxetine might inhibit hepatic 
metabolism of the tricyclic antidepressant, resulting in ele- 
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vated plasma levels of the tricyclic. This is a likely possibility, 
since it has been demonstrated that fluoxetine inhibits me- 
tabolism of diazepam and formation of its desmethyl metab- 
olite (1). It is also likely that plasma levels of the tricyclic anti- 
depressant might remain elevated for several weeks because of 
the prolonged half-life of fluoxetine and its metabolites (2). A 
less likely possibility is that fluoxetine might appear on chro- 
matography as a tricyclic antidepressant. This possibility was 
ruled out by testing a plasma sample from a patient taking 
fluoxetine; fluoxetine did not appear on chromatography. 

In summary, it appears that concurrent administration of 
fluoxetine and tricyclic antidepressants necessitates a sub- 
stantial reduction in the dose of the tricyclic because of the 
possibility of drug interaction and increased tricyclic antide- 
pressant toxicity. I am not aware of any previous reports of 
this interaction. I hope this letter will alert others to look for 
interactions between fluoxetine and other antidepressants. 
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Lithium-Responsive Schizophrenia and Rheumatoid 
Arthritis 


Str: There is now a general consensus that lithium car- 
bonate is useful in the treatment of a subgroup of patients 
who meet diagnostic criteria for schizophrenia (1). Good 
premorbid adjustment, acute onset, precipitating events, 
family history of affective disorder, and a nondeteriorating 
course may all increase the likelihood that a person with 
schizophrenia will respond favorably to lithium (2). A gene- 
alogical study a few years ago (3) supported the view that 
lithium-responsive psychosis is separable from lithium-non- 
responsive schizophrenia. It has been suggested that lithium- 
responsive psychotic patients who meet criteria for schizo- 
phrenia may in fact suffer from an affective disorder that 
phenomenologically mimics a primary thought disorder (2). 

More than half a century has passed since Nissen and 
Spencer first observed a paucity of arthritis among patients in 
a mental hospital (4). Since that time numerous studies have 
demonstrated a specific negative association between rheu- 
matoid arthritis and schizophrenia. Although some large re- 
search studies have failed to uncover a single case of coex- 
istent rheumatoid arthritis and schizophrenia, the illnesses 
are not mutually exclusive. One review (5) concluded that 
among patients with schizophrenia, the risk for rheumatoid 
arthritis is about five or six times lower than expected by 
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chance. I report a case of lithium-responsive schizophrenia 
and rheumatoid arthritis. 


Ms. A, a 44-year-old unemployed woman with seropos- 
itive aggressive rheumatoid arthritis, presented with psy- 
chotic deterioration of 2 months’ duration. A few days 
after she had begun caring for her aging mother, Ms. A 
had started neglecting her housework and hoarding food. 
She isolated herself in her room and failed to maintain her 
personal hygiene. Her thinking became suspicious and ref- 
erential, and by the time of admission she exhibited 
thought broadcasting, loosening of associations, paranoid 
ideation, and auditory hallucinations. 

Ms. A had had three previous psychiatric hospitaliza- 
tions for active psychotic symptoms, and each had been 
preceded by a major change in her living environment. Her 
first admission was at age 17. Between hospitalizations she 
had not been able to maintain paid employment. She so- 
cialized only within her immediate family and developed 
no significant avocational interests. Her family history was 
positive for an unspecified psychotic disorder but negative 
for rheumatoid arthritis or a major affective disorder. 

At the time of her current admission, Ms. A met the DSM- 
II-R criteria for schizophrenia, undifferentiated type, 
chronic with acute exacerbation. She did not have a mood 
disturbance suggestive of major depression, and despite some 
irritability she did not meet the criteria for a manic episode. 

She failed to improve during a 3-week trial of moderate to 
high daily doses of oral perphenazine (32—48 mg), but 48 
hours after starting lithium carbonate, she showed a decrease 
in disordered thinking, which continued over the following 
week. The perphenazine was tapered to 8 mg/day, and Ms. A 
has been maintained on a regimen of lithium carbonate and 
low-dose perphenazine for the last several months without 
recurrence of active psychotic symptoms. 


I can find no references to the psychopharmacologic man- 
agement of schizophrenic patients with rheumatoid arthritis. 
The case I have described raises the question of whether 
patients in the previously reported cases of schizophrenia 
and rheumatoid arthritis were also responsive to lithium and 
therefore separable from the majority of patients with schiz- 
ophrenia. 
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LETTERS TO THE EDITOR 


Depression and Photophobic Behavior 


Sır: The peculiar sensitivity and/or behavior of some psy- 
chiatric patients with regard to light exposure has already 
been described in the literature. Some depressed patients no- 
tice that they have a “hunger for light” (1). Jaspers (2) re- 
ported on a schizophrenic patient who had an increased abil- 
ity to view the sun directly. Recently, more attention has 
been paid to such observations in the course of chronobio- 
logical examinations. We would like to report on a patient 
who regularly showed definite light-avoidance behavior dur- 
ing depressive phases. 


Ms. A, a 55-year-old married woman, had suffered from 
a bipolar I depression, according to the Research Diagnos- 
tic Criteria, for 20 years (always from the beginning of 
autumn until the middle of winter and once in summer, 
despite various attempts at therapy, e.g., antidepressants 
and lithium). For the past 5 years, she had had to be ad- 
mitted to a psychiatric clinic at least once a year. During 
her last stay in our clinic as an inpatient, a couple of eye 
patches lying on her bedside table caught our attention. In 
reply to a question, she remarked that she felt particularly 
disturbed by strong light during depressive phases. For the 
past 3 years, she had always taken eye patches around 
with her, and before that she took a piece of cloth, which 
she specially purchased for her depressive phases. During 
these phases the curtains of her room had to be closed and 
in the evening she would turn on one small light at most. 
During the night she could tolerate absolutely no light in 
her room—in particular, no neon light. A couple of times 
she had even noticed this photophobia before the outbreak 
of the depression and had interpreted it as an omen of 
subsequent depression. 

During Ms. A’s most recent depressive phase, an eye 
examination was carried out in the department of oph- 
thalmology of the university hospital. The diagnosis was 
astigmatism, presbyopia, and fundus papillae; maculae, 
blood vessels, and peripheral tissues were without patho- 
logical findings. Thus, the photophobia was not due to 
ophthalmological causes. The photophobic behavior of 
this patient appeared to be the opposite of a photomania 
(3) and differed completely from the behavior of Jaspers’s 
schizophrenic patient (2), who was able to look directly at 
the sun during a psychotic episode, although this was nor- 
mally not possible. 


A computer search of the literature revealed no similar 
reports; nonetheless, it could be that such cases have not 
been systematically examined or reported. The reasons for 
and meaning of the photophobic behavior I have described 
remain obscure. However, it has been shown that light sup- 
presses melatonin secretion in humans (4). Furthermore, it 
could be suggested that photophobic behavior such as that 
experienced by this patient has an influence on photosensi- 
tive neuroendocrine processes. For example, the melatonin 
rhythm reflects the light/dark exposure of a human being for 
the preceding 1-2 weeks (5). Therefore, systematic inquiry 
into the sensitivity and behavior of a patient with respect to 
light exposure (with or without avoidance) during an exam- 
ination of photosensitive neuroendocrine processes could be 
a useful methodological strategy. 
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B Blockers for Treatment of Priapism Associated With Use 
of Neuroleptics 


Str: In a case previously reported in this journal (1), we 
documented the efficacy of maintenance benztropine in mit- 
igating ongoing episodes of priapism in Mr. A, a 38-year-old 
sickle-trait-negative black man treated with neuroleptics. He 
had no history of substance abuse but did have a history of 
a head and back injury, not surgically treated, that left him 
with persistent L5/S1 radiculopathy. He received mainte- 
nance treatment with a series of neuroleptics (chlorproma- 
zine, trifluoperazine, haloperidol, molindone) and benztro- 
pine. This treatment was psychiatrically effective, and Mr. A 
was a careful recorder of the time and duration of the events 
he reported. Almost daily episodes of priapism on awaken- 
ing, which lasted several hours, appeared related to the re- 
duction of his dose of benztropine and ceased when the dose 
was again increased. 

However, after § months Mr. A had a recurrence of this 
problem. Even with further adjustments in his psychophar- 
macological regimen, he continued to experience episodes of 
priapism lasting 3—5 hours (albeit at the reduced frequency 
of 2-3 mornings a week) that were unrelated to sexual ac- 
tivity or other identifiable factors. This consistent pattern 
continued for 8 months, while he was stabilized on a regimen 
of haloperidol, 8 mg/day, and benztropine, 6 mg/day. 

Theoretical considerations suggested to us that a trial of 
B-adrenergic antagonists might be useful. Mr. A indeed re- 
sponded in dose-dependent fashion to taking propranolol 
when he awoke with priapism; when he took 40 mg, the 
episodes ended after 1-1 hours, but he complained of diz- 
ziness. When he instead took 50 mg of atenolol (partially 
B -selective but lipophobic and thus less likely to cause CNS 
disturbances), the episodes remitted after an average of only 
45 minutes, and when he instead took an extra 2-mg dose of 
benztropine, the episodes lasted an average of 2⁄4 hours. 
Finally, a prophylactic strategy of atenolol, 75 mg h.s., pre- 
vented all episodes for 9 weeks, without reported side effects, 
even after the dose of benztropine was reduced to 4 mg/day. 
Thereafter the patient moved to a distant locality and was 
lost to further follow-up. 

Our rationale for this trial is supported by reports that 1) 
the local a-adrenergic antagonist action of a number of psy- 
chotropic agents appears to be implicated in their etiological 
role in priapism (2), presumably by opposing autonomically 
driven cavernous, sinusoidal, and helicine arteriolar smooth 
muscle tone (3); 2) vasoconstriction is commonly mediated 
by a-adrenergic receptor stimulation, and vasodilation by 
B,-adrenergic stimulation; 3) erections induced in animals by 
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pelvic nerve stimulation, §,-adrenergic agonists, or a-adren- 
ergic antagonists can be prevented or reversed by B-adren- 
ergic antagonists (4, 5); and 4) clinically, propranolol has 
been associated with impotence. Although B-adrenergic re- 
ceptors have been reported to be much less dense than a- 
adrenergic receptors in the corpus cavernosa of men not suf- 
fering from priapism, clinically, prolonged stimulation or 
blockade of a- or B-adrenergic receptors in other tissues 
dynamically leads to their desensitization or hypersensitiza- 
tion, respectively (their responsiveness is also affected by hor- 
mones, disease states, etc.). Therefore, in some cases of 
priapism, B-adrenergic receptors might be hypersensitized. 
Mr. A. represents our only attempt thus far to treat pria- 
pism with B-adrenergic antagonists. However, it appears 
that when neuroleptics (and perhaps also when other per- 
sistent adrenergic mechanisms) seem to be playing a role in 
priapism, B-adrenergic antagonists may constitute a viable, 
easily administered acute or prophylactic treatment, partic- 
ularly since the alternative therapeutic use of adrenergic 
agonists may cause hypertension and ischemic ECG changes. 
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Effect of Trifluoperazine on CSF and Plasma HVA Levels 
in Schizophrenic Subjects 


Sir: Plasma levels of homovanillic acid (HVA) are cur- 
rently being investigated as a possible alternative measure of 
central dopamine metabolism. Recent clinical investigations 
indicate that plasma HVA may be an important biochemical 
correlate of schizophrenic symptoms (1, 2). With this per- 
spective, we examined the relationship between changes in 
plasma HVA and CSF HVA concentrations in schizophrenic 
patients during washout and after treatment with clinical 
doses of trifluoperazine. 

Eleven schizophrenic patients (six male and five female), 
with a mean+SD age of 28.4+8 years, were admitted to an 
inpatient research unit at the Illinois State Psychiatric Insti- 
tute. After giving informed consent, all subjects were main- 
tained on a tyramine-free diet and underwent a mean+SD 
washout period of 17+5.8 days, during which time the only 
medication administered was an occasional dose of chloral 
hydrate (500 mg). Diagnoses were established by two trained 
raters using the Research Diagnostic Criteria. Baseline lum- 
bar punctures were performed at the end of the washout 
period, before the initiation of pharmacological treatment. 
Lumbar punctures were performed at 7:30 a.m., with the 
patients in the lateral decubitus position, after the patients 
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had been in bed and under resting conditions for a minimum 
of 10 hours. A blood sample was drawn 15 minutes before 
each lumbar puncture. CSF HVA was analyzed by gas chro- 
matographic mass spectrometry done according to a modi- 
fication of a procedure that has already been described (3). 
Plasma HVA was analyzed by high-performance liquid chro- 
matography (4). Nine patients agreed to a second lumbar 
puncture during the Sth week (mean+$D=32.2+2.4 days) 
of neuroleptic treatment. All of these nine patients were clin- 
ically treated with trifluoperazine; the mean+$D daily dose 
at the time of the second spinal tap was 40.6+31.1 mg. A 
blood sample for plasma HVA was again obtained 15 min- 
utes before the second tap. 

We found no relationship between plasma and CSF HVA 
levels either at baseline (r=—0.23, N=10, n.s.) or after neu- 
roleptic treatment (r=0.25, N=9, n.s.). There were no mean 
differences between baseline and posttreatment CSF or 
plasma HVA values. The relationship between plasma and 
CSF HVA was next examined within individual subjects. 
Change scores for plasma and CSF HVA concentrations were 
calculated by subtracting the posttreatment from the pretreat- 
ment values for those patients who had completed the second 
spinal tap. Delta values for plasma HVA were then correlated 
with delta values for CSF HVA. Change in plasma HVA values 
after pharmacological treatment was highly predictive of 
change in CSF HVA values (r=0.82, N=8, p=0.01). 

The lack of a direct association between plasma and CSF 
HVA levels is consistent with an earlier study that examined 
this relationship in drug-free patients (5). We were, however, 
able to demonstrate that neuroleptic-induced changes in 
plasma HVA levels within subjects were positively correlated 
with changes in CSF HVA levels. This relationship was such 
that a decrease in CSF HVA was accompanied by a decrease 
in plasma HVA, and, conversely, an increase in CSF HVA 
was associated with an increase in plasma HVA. These par- 
allel changes, although not directly addressing the contribu- 
tion of central dopaminergic neurons to plasma HVA, sug- 
gest that changes in plasma HVA levels may indeed reflect 
changes in central dopaminergic activity. 
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Depression and Panic 


Sir: I noted with interest the article on depression and 
panic attacks by William Coryell, M.D., and associates (1). 
The authors, in attempting to grapple with the controversy 
surrounding the correct disease model that applies to these 
illnesses, emerged with a study that has some clear strengths 
and is therefore to be lauded. There were, however, a few 
weaknesses which, if addressed, would strengthen the study. 

The combination of a family study, baseline phenomeno- 
logical assessment, and a prospective study allowed infer- 
ences to be drawn about the kinds of patterns that should 
emerge if one or another of the disease models were to pre- 
dominate. Use of systematically trained raters to administer 
the Schedule for Affective Disorders and Schizophrenia fur- 
ther strengthened the study, as did the exclusion of subjects 
with unclear symptoms. 

The authors did not mention the method they used to 
select the subjects, which leaves us unsure whether errors 
were introduced by the selection process. In addition, there 
was a fairly large difference in the gender composition of 
some of the groups. It appears that the authors used the 
chi-square test and a p value of <0.05 to demonstrate that 
there was no significant difference between the groups in 
terms of the proportion of women. Given that the size of the 
smallest group was 11 (seven women and four men), it 
would have been more useful to set the p value at <0.01, 
since there would have been more power to detect a differ- 
ence at that level. The failure to set a stringent guideline for 
recognizing a lack of difference means that the differences 
detected could therefore have been due to different manifes- 
tations of the disease process in female patients than in male 
patients rather than due to differences based on membership 
in the group itself. 
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Correlates of Premenstrual Syndrome 


Sir: The paper “Some Correlates of Prospectively Defined 
Premenstrual Syndrome” by Paula P. Schnurr, Ph.D. (1) was 
read by us with interest. The study was similar to a study of 
ours (2), as it focused on the nervous symptoms of the pre- 
menstrual syndrome (PMS) as opposed to the fluid retention 
and generalized aches and pains (3). We too found that only 
a minority of patients referred by family doctors to a special 
PMS clinic could be shown te have PMS. This diagnosis 
could be ruled out for many of these patients after the initial 
interview, since a detailed psychiatric history and examina- 
tion of the mental state revealed a noncycling psychiatric 
disorder (e.g., alcoholism, tranquilizer abuse, depressive ill- 
ness, anxiety state, or personality disorder). The diagnosis 
could be ruled out for a further proportion of the patients 
after a 2-month prospective record of menstrual distress 
scores (4), depression scores (5), and anxiety scores (6) failed 
to demonstrate a cycling disorder with nervous symptoms 
limited to the luteal phase of the menstrual cycle. 
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Two-thirds of the patients referred to the PMS clinic did 
not have the syndrome. The overdiagnosis by general prac- 
titioners may be partially explained by the premenstrual 
exacerbation of symptoms that occurs in many functional 
psychiatric disorders and the inadvertent but incorrect re- 
ports by many subjects that their symptoms occur only in the 
premenstruum. 

The importance of establishing a correct diagnosis of PMS 
was rightly emphasized by Dr. Schnurr, and we endorse her 
recommendation that prospective diagnostic criteria be used 
in future research, 
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KAY CALLENDER, M.B.B.CH., M.R.C.PSYCH. 
CHRISTOPHER S. THOMAS, M.B.B.CH., M.R.C.PSYCH. 
Manchester, England 


Sir: In her prospective study of cyclical mood changes in 
women attending a PMS clinic, Dr. Schnurr included as pa- 
tients suffering from PMS only those women who had very 
severe premenstrual symptoms in both of two consecutive 
menstrual cycles. They constituted 24% of the 50 women 
studied. “Most of the remaining women,” she wrote, “varied 
in their reports of premenstrual worsening from cycle to 
cycle” and did not meet her criterion for PMS. Excluded 
from the analyses were 22 patients, i.e., 44% of the subjects, 
who met her criterion of very severe premenstrual symptoms 
in only one cycle. 

Dr. Schnurr’s requirement that only women who have ex- 
perienced very severe premenstrual symptoms in two out of 
two consecutive menstrual cycles be considered as suffering 
from PMS is at variance with commonly accepted clinical 
criteria for PMS and is more rigorous than the criteria for the 
diagnosis of late luteal phase dysphoric disorder (i.e., PMS) 
established in DSM-III-R. 

It is generally recognized that many prospectively diag- 
nosed PMS sufferers occasionally experience luteal phases in 
which symptoms are reduced or even absent. According to 
Dr. Michelle Harrison (1), who reflects the experience of our 
own and other PMS clinic patients, “It is common for symp- 
toms to be worse during some months than others and even 
to disappear at times.” 

Admittedly, diagnostic criteria for PMS are still somewhat 
arbitrary; however, to exclude 76% of the PMS clinic pa- 
tients from the diagnosis of PMS solely on the basis that they 
experienced very severe PMS symptoms in only one of the 
two cycles studied is to exclude what could be de facto PMS 
patients from both the diagnosis and the treatment of PMS, In 
our PMS clinic and in many others, clinicians require that the 
patient prospectively chart her symptoms for no less than three 
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menstrual cycles; symptoms in at least two of the cycles must be 
significant for the diagnosis of PMS to be established. 

The recognition that some months may be relatively symp- 
tom free is implied in DSM-III-R, where it is stated that 
symptoms should have occurred “in most menstrual cycles 
during the past year” and should be confirmed prospectively 
“during at least two symptomatic cycles” (italics mine). 

The reason for the fluctuations in PMS symptoms is not 
known, but they could be hormonally determined. Lanerson 
and Stukene (2) explained it this way: “Since a woman ovu- 
lates from alternating ovaries, she is subject to different hor- 
monal levels in her body, depending upon which ovary is at 
work ....She may have a month when her symptoms are 
hardly noticeable and then a month of despair . . . . Symp- 
tom fluctuation may be due to alternating ovaries, or stress, 
or both.” 

Women tend to undergo hormonal changes with advanc- 
ing age, as a result of ovarian cyst formation, or after tubal 
ligation. This may be the reason that Dr. Schnurr’s subjects 
with severe mood changes in only one cycle were signifi- 
cantly older than those with severe PMS symptoms across 
both cycles. 
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HANUS J. GROSZ, M.B. 
Indianapolis, Ind. 


Dr. Schnurr Replies 


Sir: Dr. Grosz correctly asserts that my definition of PMS 
is more conservative than that in DSM-III-R. | agree that it 
probably is “at variance with commonly accepted clinical 
criteria” and that using it as a basis for making clinical deci- 
sions could induce one to withhold treatment from some 
women who might be helped by treatment. However, I 
would like to argue that my definition is appropriate for its 
intended purpose, namely, to identify research subjects. 

As Dr. Grosz notes, premenstrual symptoms can vary 
greatly within an individual among cycles. A woman who is 
severely symptomatic one month may be less so in the next, 
as in 44% of my sample. These spontaneous changes present 
a dilemma to clinicians and researchers alike: how does one 
interpret the occurrence of an asymptomatic cycle? 

To clinicians confronted with this dilemma, the over- 
whelming concern must be to avoid false-negative decisions: 
failures to diagnose and treat premenstrual symptoms in a 
woman who experiences them intermittently. This should be 
true especially if the costs of a false-positive diagnosis and 
treatment are low. In contrast, researchers have a greater 
need to avoid making false-positive decisions. A research 
definition must include women who are reliably sympto- 
matic, because inconsistent symptom occurrence can obscure 
experimental effects. For example, subjects who are asymp- 
tomatic in a given cycle for reasons unrelated to the effec- 
tiveness of a treatment under investigation will inflate esti- 
mates of the treatment’s effect if assigned to the treatment 
group and will decrease estimates of its effect if assigned to 
the placebo group. With random assignment, these influ- 
ences will not produce systematic bias because they will can- 
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cel each other out, but they will increase error variance and 
therefore decrease statistical power. 

Although my definition of premenstrual syndrome was 
theoretically derived, it also bears up under empirical scru- 
tiny. The 14 women with consistently severe symptoms were 
younger (p=0.08) and less depressed (p=0.02, but p=0.11 
with adjustment for phase at measurement) than the 22 with 
severe symptoms in only one cycle, as I had found when 
comparing my PMS and no-PMS groups. The inconsistent 
group contained a proportion of housewives (45%) similar 
to that in the original no-PMS group and also was less likely 
than the consistent group to have graduated from college 
(27%, p=0.07). Allowing for a loss of power resulting from 
the reduction in sample size from the original comparisons, 
these marginally significant differences suggest that my def- 
inition of PMS was appropriate. 

In the foregoing discussion I do not wish to imply that 
research and treatment are wholly separate pursuits and that 
the “good” practice of one necessitates the “bad” practice of 
the other. What | am highlighting is a choice that depends on 
one’s goals. Inconsistent occurrence of premenstrual symp- 
toms need not preclude clinical diagnosis and treatment, but 
consistently severe symptoms should be part of a research 
definition of PMS until we have a better understanding of the 
disorder. 


PAULA P. SCHNURR, PH.D. 
Hanover, N.H. 


Polysomnography in the Diagnosis of Chronic Insomnia 


Sır: Edith A. Jacobs and associates (1) asserted that 
polysomnography refined the initial diagnoses of chronic 
insomnia patients, which had been based on history, phys- 
ical examination, family reports, a structured interview, 
a sleep habits questionnaire, and a 2-week sleep log. For 123 
patients there were 74 instances of diagnoses modified by 
polysomnography. Perusal of the data, however, makes ques- 
tionable the authors’ recommendation that the sleep of 
“treatment-resistant”” insomnia patients be monitored by 
polygraph. 

Of 50 instances in which laboratory findings provided di- 
agnostic information unsuspected in the clinical evaluation, 
16 were due to nocturnal myoclonus, which is very common 
and is a doubtful cause of sleep disorders (2). Thirteen were 
due to patients’ sleeping better than they reported. Although 
this bears on the epistemological question of whether a sleep 
log or a laboratory study better measures a subjective com- 
plaint (3), it hardly changes the clinical situation. Ten pa- 
tients had an unsuspected short REM latency, a nonspecific 
finding, many causes of which are detectable by clinical eval- 
uation. Clinical evaluation could also have detected the 
“neuromedical disorder” in the 13 instances of low REM 
density. Four patients had sleep apnea, but nothing was men- 
tioned of its severity in this condition commonly found in 
asymptomatic individuals. Two had cardiac arrhythmias, 
hardly a cause of insomnia, which are better detected during 
wakefulness, when the frequency of arrhythmia is higher. 
One patient had delayed sleep phase syndrome, much better 
diagnosed by history and sleep logs, and one had “epilep- 
tiform activity,” the nature and meaning of which were not 
reported. Thus, this one patient and possibly some of the 
sleep apnea patients may or may not have had findings rel- 
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evant to chronic insomnia. It remains questionable, there- 
fore, whether in most or all of the instances mentioned di- 
agnoses were modified substantially. 

Of the 24 instances in which “laboratory studies failed to 
support the initial clinical impression,” 17 were “failure to 
find EEG sleep alterations characteristic of depression.” Pre- 
sumably the authors were not using polygraphic records to 
rule out mood disorder, and the meaning of their statement 
is thus unclear. In nine other instances clinical diagnoses 
were not supported due to failure to confirm sleep apnea, 
cardiac arrhythmias, and nocturnal myoclonus. Though the 
numbers of patients in each category were not given, myo- 
clonus as a cause of insomnia is questionable and may have 
been an effect rather than a cause of chronic insomnia (2). 
Cardiac arrhythmias do not cause insomnia, whereas sleep 
apnea is certainly worth investigating in the laboratory. 
Thus, the patients diagnosed as having sleep apnea—perhaps 
three or four individuals rather than 123 individuals—had 
clear indications for polysomnography. 

The authors recommended polysomnography for patients 
with insomnia unrelieved by routine clinical interventions. 
Although insurance policies encourage sleep disorder clinics 
to diagnose rather than to treat insomnia patients, the 2- 
night polysomnography at $1,200-§$2,000 probably cost 
more than the entire treatment needed to relieve most insom- 
nia patients (4). This, along with the authors’ statistics, 
makes the controversy over use of polysomnography for in- 
somnia patients, to which they alluded, understandable. 
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QUENTIN R. REGESTEIN, M.D. 
Boston, Mass. 


Ms. Jacobs and Associates Reply 


Sır: We thank Dr. Regestein for his thoughtful response to 
our report on the role of polysomnography in the differential 
diagnosis of chronic insomnia. Dr. Regestein questions 
whether, in the majority of patients with chronic insomnia, the 
final diagnosis is modified substantially by data obtained from 
polysomnography. He therefore challenges the validity of our 
recommendation that polysomnography be used for patients 
with insomnia unrelieved by routine clinical interventions. 

Our disagreement with Dr. Regestein can best be illus- 
trated by an analogy between pain and insomnia. It is con- 
sidered state-of-the-art medicine to resolve differential diag- 
noses of pain with the benefit of an ECG and other 
laboratory data, the informational value of which will differ 
from case to case. The complexity of insomnia and its dif- 
ferential diagnosis are quite similar, since insomnia, like 
pain, is the symptomatic expression of many different pro- 
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cesses. We are suggesting, therefore, that psychiatrists, like 
other medical colleagues, take advantage of the incremental 
information provided by sleep laboratory data (in the clinical 
context of chronic insomnia) to arrive at more precise diag- 
noses (with, of course, the appropriate methodological, con- 
ceptual, and interpretive caveats). Not to do so is to practice 
medicine with a false sense of security. 

Having suggested in our report that sleep laboratory meas- 
ures be used within defined clinical contexts, we also ac- 
knowledged the need for predictive validation of these meas- 
ures. To state the matter in empirically testable terms: 1) 
does a knowledge of polysomnographic data change treat- 
ment recommendations for patients with chronic insomnia, 
and 2) do treatment recommendations based on diagnoses 
informed by polysomnographic data yield better outcomes 
than recommendations blind to polysomnographic data? If 
response to treatment is to be used as a validating criterion 
for insomnia diagnoses based on laboratory data, studies 
must be adequately controlled to provide placebo-corrected 
rates of response to specific interventions. 

To place our disagreement with Dr. Regestein in its broad- 
est scientific and clinical context, we suggest that further 
advances in this area, as in other areas of psychiatry, will 
depend on the iterative process of viewing clinical diagnosis 
as both an independent and a dependent variable in relation 
to laboratory data. As Carroll has pointed out (1), “Investi- 
gators unable to adopt this iterative approach will not pro- 
gress beyond our unsatisfactory current syndromal nosolo- 
gies that are based solely on clinical signs and symptoms” 


(1). 
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press) 
ELIZABETH A. JACOBS 
CHARLES F. REYNOLDS Ill, M.D. 
DAVID J. KUPFER, M.D. 
Pittsburgh, Pa. 
Pharmacotherapy for PTSD 


Sir: Unfortunately, the fine article by Matthew J. Fried- 
man, M.D., Ph.D., on pharmacotherapy of posttraumatic 
stress disorder (PTSD) (1) was limited because the reports 
upon which it was based consistently failed to recognize the 
heterogeneity of PTSD as a diagnostic entity. Burstein et al. 
(2) recently reported that patients with PTSD precipitated by 
motor vehicle accidents differed on many clinical and epide- 
miological variables from those whose PTSD was a sequela 
of combat. Helzer et al. (3) reported that behavioral prob- 
lems before the age of 15 predicted adult exposure to civilian 
physical attack and military combat. Moreover, behavioral 
problems in combat veterans predicted a greater likelihood 
‘p<0.01) of manifesting subsequent PTSD symptoms. In 
contrast, the victims of natural disasters or concentration 
camps are clearly not preordained to exposure to trauma by 
virtue of their preexisting personalities. In recommending 
phenelzine for survivers of sexual trauma or natural disasters 
and eschewing its use in veterans with PTSD because of their 
high rate of alcohol and drug abuse, Dr. Friedman supported 
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the existence of homogeneous subgroups of PTSD patients 
with differential therapeutic responsivity. The typ= of 
trauma, its duration, the time elapsed since its occurrence, 
and the preexisting personality of the patient are logical and 
requisite factors to consider in subtyping PTSD. 
Theoretical considerations aside, we will briefly review the 
pharmacotherapy over the past year of 105 patients ar the 
chronic PTSD clinic of the Philadelphia VA Medical Center. 
Anxiolytic benzodiazepines were the most widely prescribed 
medications; 71% of the sample received benzodiazepines in 
the past year (36% received benzodiazepines exclusively). 
Many of our patients manifest symptoms of mixed anxiety 
and depression (the former predominating) and abuse d-ugs. 
While cognizant of Dr. Friedman’s admonition about mis- 


_ use, we find that the judicious use of benzodiazepines is pref- 


erable to continual abuse of alcohol and marijuana. 

Interestingly, only 13% of our PTSD sample have receivec 
hypnotic agents, although sleep disturbances are among theii 
most vexing symptoms. We have increasingly used sedating 
antidepressants (in 57% of our sample; used exclusively in 
17%) in single nighttime doses as a means of promoting 
better sleep and alleviating depression without the potential 
for attendant addiction. Over this past year, the number ol 
antidepressant prescriptions has been escalating shazply, 
while benzodiazepine use has been falling. 

Although we too eschew the routine use of neuroleptics. 
16% of our sample has intermittently required low doses. 
Although a few patients are persistently psychotic, the bulk 
of these patients are extremely hostile, are somewhat th-eat- 
ening, and manifest a tenuous capacity for consistent impulse 
control and maintenance of reality testing. 

We rarely employ B blockers, clonidine, or monoamine 
oxidase inhibitors because our impression is that their ben- 
efits have been meager or have not outweighed their adverse 
effects. As we previously reported (4), lithium (and carba- 
mazepine) is helpful, but apparently more so in instances ol 
coexisting bipolar disorders (5% of our sample). 

Our clinical experiences and the generally less than robust 
results of specific pharmacotherapy are not inconsistent with 
Kolb’s hypothesis (5) that prolonged, intense combat traama 
elicits neuropsychological changes, possibly accounting for 
hyperarousal and reexperiencing phenomena. These putative 
changes overlie variable preexisting personalities and, wher 
interacting with subsequent negative life experiences and in- 
adequate support systems, often lead to additional azis : 
syndromes. Although the core and axis I symptoms are par- 
tially responsive to medication, chronic maladaptive modes 
of existence, including avoidance behaviors, can be relatively 
intractable. 

We have limited experience with other types of PTSD. `’ 
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PATRICK E. CICCONE, M.D. 
ANTHONY MAZAREK, M.D. 

MARVIN WEISBROT, R.PH., M.B.A. 
ROBERT A. GREENSTEIN, M.D. 
KATHERINE OLSEN, M.S.N., R.N., C.S. 
JOANNE ZIMMERMAN, R.N.C. 
Philadelphia, Pa. 


Sir: Dr. Friedman made a welcome, concise, and cogent 
summary of current knowledge about the pharmacotherapy 
of PTSD. An issue which he addressed in passing and which 
may deserve closer attention is that of substance abuse by 
patients with PTSD. Dr. Friedman did mention substance 
abuse in his discussion of prescribing benzodiazepines and 
tricyclic antidepressants. He also referred to reports of the 
calming effect of marijuana in some veterans with combat- 
related PTSD, citing this as a feature that distinguishes PTSD 
from panic disorder. 

The question of when self-medication for relief of trou- 
bling symptoms becomes an independent problem of sub- 
stance abuse or dependence is complex; it has been addressed 
by Jelinek and Williams (1). Marijuana, heroin, cocaine, am- 
phetamines, illicit benzodiazepines, other sedative-hypnotics, 
and the ubiquitous anxiolytic alcohol have all been used by 
patients with PTSD to alleviate their distress. Anxiety, dys- 
phoria, sleep disturbance, autonomic hyperarousal, intrusive 
recollections, and social withdrawal have served as ostensi- 
ble “target symptoms” for this autopharmacotherapy. The 
therapist’s awareness of this possibility may serve both to 
identify the patient’s primary perceived areas of concern— 
those symptoms deemed by the patient as most urgently re- 
quiring attention—and to allow an overall rational approach 
to pharmacotherapy, in which existing substance abuse and 
dependence must be addressed successfully in order for any 
lasting therapeutic progress to be made. 

For some substances used by some veterans, a learning 
theory model may also apply. In the experience of some pa- 
tients, marijuana, alcohol, and even heroin were associated 
in varying degrees with the safety and security of rear areas 
in combat zones or combat-free intervals. Thus, in addition 
to their inherent properties of affective regulation, these sub- 
stances may be seen as conditioned stimuli as well, with drug 
use becoming a learned response. 

Pharmacotherapy in the outpatient setting is a collabora- 
tive enterprise, and a frank but nonjudgmental effort to iden- 
tify all extrinsic factors may determine the success or failure 
of treatment as a whole. Substance abuse is one such factor, 
and its management in the treatment of PTSD can be crucial 
to the outcome. 
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Dr. Friedman Replies 


Sir: I thank the authors of both letters for their provoca- 
tive comments. 

| agree with Dr. Ciccone and associates about the “heter- 
ogeneity of PTSD” but not for the reasons cited in their 
letter. My cautionary statement about prescribing phenelzine 
for combat veterans was not, as they imply, based on my 
belief that combat trauma is a homogeneous subtype of 
PTSD that clearly differs from sexual or concentration camp 
trauma. It was simply a practical admonition based on the 
high rates of alcoholism found among Vietnam veterans pre- 
senting for treatment of PTSD. 

Second, the question of whether preexisting personality 
variables significantly interact with the impact of traumati- 
zation is by no means settled. Furthermore, even if such a 
relationship can be established, it is illogical to assume, and 
certainly not self-evident, that such personality factors influ- 
ence one type of traumatization more than another. A more 
fruitful approach may be to investigate nonnosological pa- 
rameters such as “hardiness” (1) or educational level to un- 
derstand individual differences in the capacity to cope with 
traumatization. 

Details aside, | agree that we are currently limited by the 
single PTSD diagnostic option in DSM-III-R. In my opinion 
PTSD is a spectrum disorder. | am confident that current 
clinical experience will dictate a future nosology which will 
classify several distinct subtypes of PTSD. It remains to be 
seen whether such diagnostic distinctions imply either differ- 
ences in pathophysiology or differences in responsivity to 
specific drugs. 

The clinical observations of Dr. Ciccone and his colleagues 
are quite similar to my own. I agree that benzodiazepines can 
be used successfully in carefully selected patients (although 
replacing alcohol with benzodiazepine maintenance is not a 
widely accepted strategy), that hypnotics should be replaced 
by tricyclic antidepressants, and that neuroleptics should be 
used sparingly. My own impression is that paranoid patients 
are likely to benefit most from neuroleptics and that carba- 
mazepine is more effective for aggressive and impulsive in- 
dividuals with PTSD (2, 3). 

With regard to clinical psychopharmacology, Frank et al. (4) 
recently reported a successful double-blind trial of both phenel- 
zine and imipramine in combat veterans with PTSD. Phenelzine 
was actually a little more effective than the tricyclic in alleviat- 
ing PTSD’s intrusive and arousal symptoms. Unfortunately, we 
still await similar controlled evaluations of 8 blockers, cloni- 
dine, lithium, benzodiazepines, and carbamazepine. 

Finally, I agree with Dr. Ciccone and associates that PTSD 
is more than a unitary state characterized by neuropsycho- 
logical hyperarousal or limbic kindling. Clinically, we see 
how exposure to catastrophic stress results in a variety of 
presentations that may not necessarily depend on the nature 
of the stressor but rather on the duration of exposure, the age 
of the person at exposure, individual differences in coping, 
the degree of social support, immediate versus delayed op- 
portunities to process the trauma, and other factors. 

This brings me to Dr. Stone’s important statement about 
chemical abuse/dependency and PTSD. He is absolutely cor- 
rect that what may begin as self-medication for PTSD symp- 
toms often becomes an independent problem that demands 
attention on its own. I neglected this matter in my original 
article because I was intent on showing a relationship be- 
tween pathophysiology and pharmacotherapy. From a prac- 
tical standpoint, however, alcoholism and other forms of 
substance abuse and dependence must be addressed vigor- 
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ously before any other therapeutic initiatives can begin in 
earnest. 
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MATTHEW J. FRIEDMAN, M.D., PH.D. 
White River Junction, Vt. 


Hypnotizability and PTSD 


Sir: In their recent paper “Dissociation and Hypnotizabil- 
ity in Posttraumatic Stress Disorder,” David Spiegel, M.D., 
and colleagues (1) reported the interesting finding that pa- 
tients with posttraumatic stress disorder (PTSD) had signif- 
icantly higher hypnotizability scores than groups of patients 
with schizophrenia, depression, and generalized anxiety and 
normal control subjects. The Method section, however, con- 
veyed the impression that assessment of hypnotizability was 
not carried out blind to the subjects’ diagnoses. If so, this 
important methodological limitation should have been ac- 
knowledged and discussed. Also, the conclusions should then 
have been presented as tentative, pending confirmation in a 
study where hypnotizability is assessed without knowledge 
of the subjects’ diagnoses. 
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MICHAEL R. LIEBOWITZ, M.D. 
New York, N.Y. 


Dr. Spiegel and Associates Reply 


Sir: Dr. Liebowitz has correctly inferred that hypnotiz- 
ability testing of PTSD patients in our study was conducted 
by testers who were not blind to the diagnosis of PTSD, 
although the raters in an earlier study (1) were blind to the 
psychiatric diagnoses of the patients in that comparison sam- 
ple. Thus, Dr. Liebowitz’s point is well taken: we did not 
absolutely rule out the possibility of evaluator expectation as 
an explanation for our findings. However, we consider it 
unlikely that evaluator bias exerted a strong effect on the 
outcome for several reasons. 1) The patients with PTSD had 
mean hypnotizability scores that were twice those of the 
schizophrenic patients and the patients with generalized anx- 
iety disorder and were significantly higher than even those of 
the normal control subjects. The magnitude of the difference, 
frankly, exceeded our own expectations when we began the 
study. 2) The results of our study were congruent with the 
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findings of Stutman and Bliss (2) in a nonpatient sample. 
They too found significantly higher hypnotizability among 
Vietnam veterans with higher self-reported scores of post- 
traumatic stress symptoms. In that study, the subjects were 
not aware of the hypotheses tested, and the hypnotizability 
and other tests were administered by experimenters who did 
not know which veterans had PTSD (2, p. 742). 

We have recently completed a study examining the hyp- 
notizability of patients with multiple personality disorder, 
which we conceptualize as a chronic type of PTSD (3, 4); we 
blindly compared their hypnotizability scores with those of 
patients with schizophrenia and major affective disorders. 
The patients with multiple personality disorder had signifi- 
cantly higher scores than all of the other patient groups by 
similar margins, scores that were comparable in magnitude 
to those observed in our PTSD sample (E.J. Frischholz et al., 
manuscript submitted for publication). Thus, we believe that 
there is strong evidence supporting a connection between the 
symptoms of PTSD and high hypnotizability, suggesting that 
a dissociative mechanism underlies both the response to 
trauma as it occurs and the symptoms of PTSD. 

That said, we think that Dr. Liebowitz is correct in pointing 
out that hypnotizability testing blind to diagnosis is preferable 
and that our results must be interpreted with caution pending 
further confirmation in a study using such a methodology. 
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DAVID SPIEGEL, M.D. 

THURMAN HUNT, M.D. 

HARVEY DONDERSHINE, M.D., J.D. 
Stanford, Calif. 


PTSD in Refugees 


Sır: I was very interested in the article by Joseph Wester- 
meyer, M.D., Ph.D., on the prevalence of various psychiatric 
disorders in a group of Hmong refugees (1). On the basis of 
my clinical experience working with Southeast Asian refu- 
gees, including many Hmong, in a mental health clinic in San 
Diego, I agree with his findings that many of these patients 
have high levels of symptoms, yet do not seem to fit easily 
into the usual diagnostic categories. His designation “refugee 
adjustment syndrome” seems to fit best for many of these 
patients. However, I was surprised by the complete absence 
of any mention of posttraumatic stress disorder (PTSD) in 
Dr. Westermeyer’s article. I have found that many of these 
patients have endured staggering traumas, often over a pe- 
riod of many years. These include war, murder, torture, rape, 
imprisonment, and “reeducation” or brainwashing. The ref- 
ugee experience has often involved starvation, illness, and 
wrenching of family ties, if not more violent traumas as well. 
The patients are often very reluctant to disclose these expe- 
riences. | have been able to obtain the relevant traumatic 
history only after months of working with these patients and 
establishing some degree of therapeutic alliance. Even then, it 
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often seems that only the “tip of the iceberg” has been re- 
vealed. This is often particularly true for the Hmong. The 
culture shock seems to be especially severe for them, having 
come from a rural, virtually medieval life to a bustling West- 
em city. 

Dr. Westermeyer’s diagnoses seem to have been based on 
a self-report questionnaire and one clinical interview. Even if 
this assessment included careful attention to a history of 
traumatic events (and it appears that it did not), the neces- 
sary history may not have emerged in the first interview. 
Many of the patients in his series had symptoms typical of 
PTSD, such as nightmares, sleep disturbance, anxiety symp- 
toms, depressive symptoms, and poor social adjustment. 
None of his 97 subjects was given a diagnosis of PTSD. I 
suspect that at least some of his patients with adjustment dis- 
orders and refugee adjustment syndrome may have met the 
criteria for PTSD. Other investigators (2, 3) have found sub- 
stantial problems of PTSD in the Southeast Asian refugee pop- 
ulation. Recognition of this diagnosis can have important im- 
plications for case formulation and treatment planning. 
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JAGA NATH GLASSMAN, M.D. 
La Jolla, Calif, 


Dr. Westermeyer Replies 


Sır: I am happy to have the opportunity to reply to Dr. 
Glassman’s letter. I stated in my article (on p. 199), “The 
diagnosis of posttraumatic stress disorder (PTSD) was ex- 
cluded from this analysis due to the overlap between this and 
other axis I diagnoses in this sample of individuals and its 
occurrence in those not identified here as qualifying for an- 
other axis I diagnosis. Due to these and other complexities, 
PTSD will be addressed in a subsequent report.” 

My colleagues and I are currently analyzing PTSD in this 
community survey sample of Hmong refugees as well as in 
approximately 300 refugees whom we have seen clinically. 
These data will be reported subsequently. Dr. Glassman is 
correct that PTSD symptoms do occur in “‘at least some” of 
these subjects. However, not all patients who have under- 
gone traumatic events (e.g., combat, combat wounds, loss of 
family members during refugee flight, physical violence in the 
United States) experience PTSD symptoms, even when they 
develop psychiatric symptoms. PTSD symptoms are fre- 
quently precipitated by recent losses in this country, rather 
than having arisen from the original traumatic event. The 
mode of dealing with traumatic events soon after the events 
occur appears to be important in preventing subsequent 
PTSD, even when other psychiatric conditions ensue. Thus, 
in view of these varied and complex findings, we elected to 
explore this complex topic in another, separate paper. 

My colleagues and I agree with Dr. Glassman that the rec- 


Am | Psychiatry 145:11, November 1988 


LETTERS TO THE EDITOR 


ognition of PTSD can have important implications for case 
formulation and treatment planning. In addition, we are inter- 
ested in contributing to an enhanced understanding of PTSD, a 
condition whose genesis and course are poorly understood. 


JOSEPH WESTERMEYER, M.D. 
Minneapolis, Minn. 


Suicide in New York City Nursing Homes: 1980-1986 


Sir: “Psychiatry and the Nursing Home” by Soo Borson, 
M.D., and associates (1) called attention to the need for more 
information on the prevalence, presentation, and outcome of 
depression in long-term care settings. The rate of suicide, one 
catastrophic outcome of depression, is known to increase 
with age, and suicide occurs at high rates even among the 
old-old (over 85 years of age) (2). However, to our knowl- 
edge the frequency of suicide in an institutionalized geriatric 
population has never been investigated. 

We recently collaborated with the New York City Depart- 
ment of Biostatistics to determine the number of suicides by 
persons over 70 years of age residing in all New York City 
skilled nursing and health-related facilities from 1980 
through 1986. The age, sex, and method of suicide were 
ascertained for each case. The U.S. Bureau of the Census 
provided estimates of the New York City population over 
the age of 70 residing at large and in nursing homes. We 
found 626 suicides in the population at large and six sui- 
cides among nursing home residents. Among the nursing 
home residents who committed suicide (meantSD age= 
84.83+8.13 years), there were equal numbers of men and 
women. Two deaths were caused by jumping, two by hang- 
ing, and two by drug overdose. The frequency of nursing 
home suicides was 19.74/100,000 and that of the general 
population over age 70 was 98.56€/100,000 (p<0.001, Fish- 
er’s exact test). 

Although studies using longer time periods are needed, our 
preliminary data suggest that residing in a nursing home may 
not in itself be protective against suicide. The need for 
screening of depressive syndromes in nursing home residents 
and practical safeguards such as secured windows may 
emerge from these investigations. 
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ROBERT C. ABRAMS, M.D. 
ROBERT C. YOUNG, M.D. 
JONATHAN H. HOLT, M.D. 
GEORGE S. ALEXOPOULOS, M.D. 
White Plains, N.Y. 


Dr. Borson Replies 


Str: Dr. Abrams and his colleagues report very important 
(if preliminary) results of a study that compared suicide rates 
of patients residing in metropolitan New York nursing 
homes with rates of elderly persons residing in the commu- 
nity. Their 6-year figures demonstrate much lower rates for 
nursing home patients. Person-time analysis indicates a rel- 
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ative risk of 0.2, a highly significant difference; assuming that 
appropriate age and sex adjustments (to correct for varia- 
tions in base rate by decade or gender) would not alter the 
results, these figures offer strong support for the proposition 
that nursing home care is in fact protective against suicide by 
the frail elderly—a conclusion opposite to that reached by 
the authors. One would be hard pressed to argue for en- 
hancement of psychiatric services to nursing home residents 
on the basis of the authors’ findings; rather, the most cogent 
argument remains the demonstrably high prevalence of psy- 
chiatric and behavioral disturbances among nursing home 
patients, problems which unnecessarily impede care and im- 
pair quality of life for patients, their families, and staff. 


SOO BORSON, M.D. 
Seattle, Wash. 


Depressions “Secondary to” Other Illnesses 


Sir: It was surprising to find in a refereed journal an article 
by prestigious authors (1) whose hypothesis (that depressed 
patients with other psychiatric illnesses and depressed pa- 
tients with medical illnesses are different! rested on the pos- 
tulate that depressions “‘secondary to” psychiatric illnesses 
and medical illnesses are, in fact, secondary to either. It 
would seem just as meaningful within the context of the 
article’s intent to present these depressions as “related to” 
other psychiatric and other medical illnesses rather than to 
imply causality where simple association occurs. Are psychi- 
atric disorders and medical illnesses themselves exclusive? Is 
-t not possible that same somatoform disorders are “sec- 
ondary to” depression: 
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ROBERT E. FORNAL, M.D. 
Beavercreek, Ohio 


Drs. Winokur and Black Reply 


Sir: Dr. Fornal’s letzer raises important issues and pro- 
vides a useful stimulus for discussion. In fact, we believe that 
é letter rather than a long-winded article is the better way to 
deal with the definitions and concepts. 

A secondary depression is a depression that occurs after 
the onset of another well-established psychiatric or medical 
itlness (1). The definition implies no etiology or causality, 
anly a temporal association. A commonly used dictionary 
cefines secondary as “not first in order of occurrence or de- 
velopment,” and it is in this sense that the term was used in 
cur paper. 

The literature suggests the possibility that there are sec- 
cndary anxiety disorders and secondary drug abuse disor- 
ders, including alcoholism. Little or no evidence suggests the 
possibility of secondary schizophrenias or manias other than 
those induced by metabolic or brain diseases. The available 
evidence suggests that secondary depressions occur in somat- 
oform disorders. Whether the reverse occurs is questionable. 
Likewise, no compelling evidence supports the occurrence of a 
well-defined medical iliness that is secondary to depression (2). 
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Is there a reason for separating secondary depressions 
from primary depressions? There are marked differences. Pa- 
tients with secondary depressions are more likely to have 
marital problems, to complain of precipitating events, to 
make suicide attempts before and after discharge, and to 
have an early onset (before age 40). They are less likely than 
patients with primary depression to have delusions, the 
symptoms of melancholia, family histories of depression 
only, and abnormal results on dexamethasone suppression 
tests (3,.4). Also, patients with secondary depressions are less 
likely than patients with primary depression to respond to 
adequate antidepressive therapy (5). Thus, there are valid 
reasons for separating primary from secondary depress:ons. 

Unfortunately, the definition of “secondary” as we have 
just given it is somewhat incomplete. In a recent evaluction 
of patients, one of us found patients who had started with a 
depression and then developed schizophrenia, which per- 
sisted for many years thereafter. A narrow definition of “sec- 
ondarv” does not fit this kind of patient. Rather, the concept 
should be broadened to consider which illness is dominant or 
preponderant. In the patients just mentioned, the schizophre- 
nia was persistent, but the depressions, though primary in a 
temporal sense, came and went. Unfortunately, the problem 
of what may be considered dominant requires some judg- 
ment. Nevertheless, it is clear that depressive syndromes are 
ubiquitous and are seen in conjunction with other illnesses, 
both psychiatric and medical. A clear definition of “dom- 
inant” or “preponderant” would be a useful addition to our 
classification. It would better capture the concept that is im- 
plied by the use of the word “secondary.” 

Even given the narrow definition, the point of our original 
paper was that a depression secondary to a medical illness 
was qualitatively different from a depression secondary to 
the neuroses, to substance abuse disorders, or to personality 
disorders. This implies some difference in treatment as well 
as course. 


REFERENCES 


1. Feighner J, Robins E, Guze S, et al: Diagnostic criteria for use in 
psychiatric research. Arch Gen Psychiatry 1972; 26:57-63 

2. Winokur G, Black DW: Psychiatric and medical diagnoses as 
risk factors for mortality in psychiatric patients: a case-control 
study. Am J Psychiatry 1987; 144:208-211 

3. Black D, Winokur G, Nasrallah A: The validity of secondary 
depression: clinical features, family history and responses to 
dexamethasone. Psychiatria Fennica 1987; 18:97-102 

4. Winokur G, Black D, Nasrallah A: Neurotic depression: £ di- 
agnosis based on pre-existing characteristics. Eur Arch Psychi- 
atry Neurol Sci 1987; 236:343-348 

5. Black D, Winokur G, Nasrallah A: Treatment and outcome in 
secondary depression: a naturalistic study of 1087 patiencs. J 
Clin Psychiatry 1987; 48:438-441 


GEORGE WINOKUR, M.D. 
DONALD W. BLACK, M.D. 
Iowa City, lowa 


Early Family Experiences and Later Social Supports 


Sır: The research by Gordon Parker, M.D., PhD., 
F.R.A.N.Z.C.P., and Bryanne Barnett, F.R.A.N.Z.C.P., re- 
ported in the Journal (1) offered much support for the as- 
sumption that early family experiences are an important de- 
terminant of adult interpersonal relations.‘In a unique 
research design these authors attempted to control for the 
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possibility that both past and present perceptions are condi- 
tioned by neurotic factors. Even using this control, they were 
able to demonstrate that early childhood factors explained a 
significant part of the variance in adult social supports and 
that this finding was robust enough to hold up 1 year later. 
It is rare to see such powerful associations in empirical tests 
of dynamic principles. 

Nonetheless, I wonder if there might not be another ex- 
planation of this finding. The authors provided no discussion 
of the fact that their sample was a group of primiparous 
mothers. This is a highly selected group for whom maternal 
care is a critical variable in their current interpersonal func- 
tioning. Is it not then possible that the association between 
ratings of early maternal care and later social supports in the 
postpartum period are in part conditioned by the nature of 
the stressor involved? The authors implied that retest 1 year 
Jater was retest in a less stressful period, but this is by no 
means obvious. After 1 year many mothers are returning to 
work and are again plagued by conflicts regarding their ma- 
ternal role, which is conditioned by their relationships with 
their own mothers. 

It will be interesting to observe whether these data can be 
reproduced in other samples faced with other stressors. 
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MARGARET SCHIBUK, M.D., PH.D. 
Montreal, Que., Canada 


Drs. Parker and Barnett Reply 


Sir: We described associations between adult social sup- 
ports and two subjective measures of earlier maternal care 
with deficiencies in available attachment figures, assessed in 
the postpartum period and 12 months later after controlling 
for the respondents’ levels of neuroticism (or “neurotic per- 
ception”). Dr, Schibuk wisely asks whether an association 
might have been determined by our choice of a unique group at 
a vulnerable life stage when the subjects’ own maternal role was 
in some flux. We interpret this as suggesting that some respond- 
ents may have felt “neglected” at those times and introduced a 
perceptual bias, scoring negatively both remembered care by 
their mothers and current intimate relationships. 

There are several possible alternative views. First, if the 
subjects reported maternal relationships negatively, why did 
they not also score paternal care so negatively as to derive a 
similar association? Second, any such bias might be expected 
to inflate neuroticism scores and therefore lower the associ- 
ations between predictor and outcome variables when neu- 
roticism scores are partialed out; this did not occur. Third, 
our study was a replication of an American study of U.S. 
medical students, who presumably experienced quite differ- 
ent stressors, in which Flaherty and Richman (1) defined 
associations between low parental care (particularly mater- 
nal care) and adult social support. As the same mother-spe- 
cific association appeared in two quite different albeit select 
groups, it appears unlikely that the association is conditioned 
by the nature of the stressor involved. 

We agree with Dr. Schibuk that such an association should 
be examined in other groups facing different stressors, but 
we would also favor testing in a general community group to 
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search for a link between early and current interpersonal 
relationships in the (relative) absence of significant life stres- 
sors. Such studies might refine our understanding of the com- 
plex ways (2-5) in which deficiencies in social support may 
contribute independently or require interaction with a trig- 
gering life event to result in psychosocial decompensation. 
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GORDON PARKER, M.D., PH.D., F.R.A.N.Z.C.P. 
BRYANNE BARNETT, F.R.A.N.Z.C.P. 
Little Bay, N.S.W., Australia 


Problems in Public Psychiatric Organizations 


Sir: In response to the commentary on dysfunctions in 
public psychiatric bureaucracies by Luis R. Marcos, M.D., 
M.Sc.D. (1), I would like to put forward some comments 
from a systems point of view. 

Initially, public mental health care was funded program- 
matically; i.e., specific programs were mandated and then 
funded. The mental health organization’s best interests in 
this environment were served by obtaining the most effective 
and therefore, in the long term, the most efficient clinical 
personnel available. Since these clinical personnel were 
highly valuable to the organization, they had a power base 
from which they could influence the system. 

During the mid- to late 1970s, as a step to contain costs, 
the pattern of funding changed from programmatic funding 
to illness-oriented fee for service. In that environment the 
system’s best interest in terms of survival was to provide the 
mandated unit of service at the lowest unit cost, regardless of 
effectiveness. When that happened, effective clinical people 
lost their power base in the organization. This situation has 
essentially continued and has resulted in an exodus of clini- 
cians from the mental health care system. 

Many people in the system have assumed that this state of 
affairs was because of their interaction with the bureaucracy. 
From a systems perspective, I think the explanation I have 
just given is a fairer assessment of the true nature of the 
changes. | initially thought that this was a phenomenon involv- 
ing personalities and local politics, but in the past several years 
I have observed the same phenomenon in the Southeastern 
United States, in the Northwest, and in the Southwest. 
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Sir: Dr. Marcos’s lucid analysis of dysfunctions in public 
psychiatric bureaucracies underscores the problem of profes- 
sional underinvolvement in direct patient care. When clinical 
tasks are left to less experienced staff members, patients are 
likely to receive less competent treatment, as Dr. Marcos 
indicated. 

Similarly, when experienced professional staff members do 
not have the time or resources to adequately supervise the 
nonprofessional or “basic care” nursing staff (e.g., parapro- 
fessional mental health workers, also known as mental 
health assistants or counselors), decrements in the quality of 
care can result. On public inpatient psychiatric units, the 
nursing staff is responsible for important tasks that comple- 
ment and support the services provided by mental health 
professionals. These tasks include assistance with activities 
of daily living (hygiene, meals, etc.), supportive counseling, 
constant monitoring of patient status, and around-the-clock 
provision of crisis intervention services (such as constant 
one-to-one observation, seclusion, and restraint). Nursing 
staff members are prone to burnout and rapid turnover (1). 
When they fail to function adequately, patient care deterio- 
rates, sometimes dramatically (2). The importance of expert 
supervision for these personnel is supported by research 
which suggests that the performance of paraprofessionals is 
directly related to the supervision they receive (3). 

The issue is complicated by the increasing use of parapro- 
fessional staff members for provision of direct care services 
(e.g., psychotherapy). Since the clinical efficacy of these 
workers remains to be conclusively demonstrated (4), it 
seems that the quality of supervision they receive should be a 
matter of concern. 

Underinvolvement of experienced professionals in the clin- 
ical arena thus represents a dual loss for patients. Both direct 
care and important ancillary services are apt to be substand- 
ard in the absence of substantial professional involvement 
and guidance (2, 3). 
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ALDO J. TARTAGLINI, JR., B.A. 
New York, N.Y. 


Dr. Marcos Replies 


Sir: Dr. Baringer’s and Mr. Tartaglini’s letters illustrate 
dysfunctions in public psychiatric organizations associated 
with environmental financial constraints. One consequence 
has been the exodus of senior clinicians from public mental 
health settings and the concomitant deterioration of patient 
care due to both the lack of experienced clinicians and the 
substandard supervision of workers in other disciplines. In- 
deed, government fiscal policies are having more and more 
impact on the staffing composition of psychiatric programs, 
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particularly on the distribution of clinical responsibilities 
among disciplines. 

The other side of the coin, however, has to do with the 
self-imposed narrowing focus of the psychiatric profession 
and the increasing cost of psychiatric time. In recent years, 
these higher costs have produced fewer returns for scarce 
public resources, as psychiatrists have increasingly restricted 
what they can do or are willing to do. In fact, psychiatrists 
have become an expensive (and some would say, expend- 
able) commodity in public settings, since many do not prac- 
tice basic physician skills and will not perform even minimal 
medical tasks such as routine physical examinations or the 
treatment of minor medical conditions. To compensate for 
this, mental health care organizations must hire internists or 
physician assistants as adjuncts. Further, psychiatrists do not 
feel equipped to deal with and are often reluctant to carry 
out managerial activities. As a result, additional administra- 
tors must be hired to ensure adequate leadership and man- 
agerial support. 

Simply put, I am suggesting that a psychiatrist of the past 
was worth a psychiatrist, an internist, and an administrator 
of the present. Consequently, cost-conscious organizations 
are increasingly looking for other professionals who are 
more than willing to fill in, providing higher returns for the 
public dollar without significantly compromising the quality 
of patient care. We may be specializing and pricing ourselves 
right out of the public mental health system. 


LUIS R. MARCOS, M.D., M.SC.D. 
New York, N.Y. 


Beliefs and Theoretical Constructs in Psychiatry 


Sir: The enjoyable article “What Is ‘Truth’? Some Philo- 
sophical Contributions to Psychiatric Issues” by Edwin R. 
Wallace IV, M.D. (1) posited that we are all captives of our 
own preconceptions and theoretical orientations. Thus, the 
descriptive and phenomenological approach must be viewed 
only as an ideal. Nevertheless, as an ideal, it may have as a 
corollary a lesson for the education and training of psychi- 
atric residents: eschew theoretical positions that expect not 
merely acceptance but commitment. The distinction between 
the term “belief,” denoting the acceptance of the truth of 
some assertion or demonstration, and what Heisenberg (2) 
referred to as “uncompromising belief’—the belief that is 
taken as the basis for a theoretical orientation to the data of 
experience—is an important one for psychiatry. Although 
“the clinician constructs a history by interpreting in accord 
with his or her theoretical preconceptions,” there is less 
chance for serious and sustained error if the clinician’s pre- 
conceptions are easily amenable to refuting data from the 
patient or from the patient’s failure to respond to therapy 
based on the proffered formulation. 

A case in point was reported by Dr. Alan A. Stone (3). A 
patient sued a psychiatric hospital for negligence because he 
received only psychoanalytic treatment for a depressive dis- 
order that was subsequently “cured” after he received anti- 
depressants and phenothiazines at another hospital. Dr. Ger- 
ald Klerman, an expert witness, testified that the first hos- 
pital was negligent because it does not have “enough con- 
sultants in biological psychiatry and because there is not 
enough education of its staff in the kind of biological treat- 
ment required by the kind of patient admitted.” But surely 
every psychiatrist should know that, so far, the evidence 
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from controlled studies indicates that treatment for a clinical 
depression should not consist of psychoanalysis alone. 

Some aspects of psychiatric training are not education but 
indoctrination in one way of conceptualizing problems and 
in one kind of treatment, with the implication that other 
available treatments are only superficial or symptomatic. 
Psychoanalytic training fosters uncompromising belief. It de- 
mands prolonged instruction and the commitment of consid- 
erable time and money, both of which favor indoctrination, 
not the questioning attitude appropriate for a craft based on 
scientific disciplines. Similarly, the arbitrary judgments train- 
ing analysts make about the adequacy of candidates’ training 
stifle inquiry and promote conformity of viewpoint. 

As Ebmeier recently wrote (4), causal models, before they 
become established, have to go through a stage of being 
tested as hypotheses. The question for teachers of psychiatry 
is, What theoretical positions favor the questioning and hy- 
pothesis-testing approach, and what positions favor dog- 
matic explanations? To question the truth of psychoanalytic 
formulations does not mean that we question the value of the 
great contribution psychoanalytic theory has made to psy- 
chiatry, nor does it impel us to a rigid biological approach in 
which the patient as a person is neglected while we focus on 
the disorder. To remain eclectic in our search for truth about 
disorders, human nature, and treatments is a challenge for all 
psychiatrists. 
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P.C.S. HOAKEN, M.D. 
Kingston, Ont., Canada 


Sir: This letter is a commentary on Dr. Wallace’s excellent 
article “What Is ‘Truth’?” Dr. Wallace practices what he 
preaches. His mixture of “theorizing” and “observing” ex- 
emplifies a synthesis of the two theories of truth: correspond- 
ence and coherence. 

I wish to address the phenomenon of correspondence. Tra- 
dition proclaims, as Dr. Wallace did, that objective reality in 
the clinical setting is the patient “independent of our partic- 
ular being.” As I understand Dr. Wallace, the evocative role 
of the patient is limited to setting in motion “true proposi- 
tions and hypotheses” that must correspond to the structure 
and function of the reality of the patient. This limitation is 
due to an adherence to the polarity of external-internal re- 
ality. It is the axis around which Dr. Wallace weaves his 
approach. 

My point is that a kind of correspondence exists between 
patient and clinician which is a precursor of, and goes be- 
yond, the correspondence described in the article. | am re- 
ferring to a correspondence that indicates an identical inter- 
nal and external material reality (1). Without sitting on such 
a secure base, psychic or internal reality becomes a poor 
guide to the setting up of true propositions. Our “sense im- 
pressions and the ideas derived therefrom” must receive an 
identical input from both the internal and the external world. 
In my opinion, Schafer’s (2) disregard of biological factors as 
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elements of mental life necessarily leads to subjectivism. Psy- 
choanalysis needs to broaden its approach to include biology 
as defined in terms used by Bowlby (3). The human mind 
functions according to natural laws. Coherence is evident 
primarily through patterns of attachment and patterns of 
aggressive behavior (4). We need to accept the facts that 1) 
we are part of this world during our lifetime, 2) we delude 
ourselves when we dichotomize ourselves into mind and 
body, and 3) the ingredients of aggressive behavior are part 
of both our mental and our material realities. Epistemology 
will be a notch ahead after it integrates the notion of an 
internal source with the fabric of propositions. I am indebted 
to Dr. Wallace for the scholarship of his discourse. He suc- 
ceeded in engaging this reader “‘in the intellectually cleansing 
and progressive task of critically reflecting upon our assump- 
tions, propositions, and methodologies.” 
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PAUL E. EMERY, M.D. 
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Dr. Wallace Replies 


Sir: Dr. Emery offers an ontological ground for a realist 
epistemology and consensual validation: panhuman parallels 
in the neurobiology of mentation. As he asserts, this is fun- 
damental to the psychiatric proposition that we can know 
other minds and their workings to any degree whatsoever. 

To be sure, the given of medicine/psychiatry is the rela- 
tionship with the patient as experienced by the physician— 
through interview, physical examination, and laboratory 
findings (i.e., instrumental extensions of the doctor’s percep- 
tion). This is of course an interaction in which the clinician 
partly influences the patient’s activity, and vice versa. Nev- 
ertheless, from this given physicians abstract their subject 
matter—the sufferer’s condition as experienced and mani- 
fested by the patient (in signs, symptoms, attitudes, personal 
interpretations of the illness, and laboratory data quite for- 
eign to the patient’s awareness). From this transaction causal 
hypotheses are formed and tested, partly through an insuf- 
ficiently elucidated clinical judgment or “wisdom.” 

This knowing and intervening presuppose realism and cor- 
respondence, although they hardly claim logical, empirical, 
and therapeutic infallibility. The coherence test of truth is 
but a handmaiden to the correspondence, being the logical 
requirement for the inner structure of theories that attempt 
to reflect the coherence of reality. 

In contrast to realism, consider the philosopher Husserl’s 
“phenomenological reduction”: suspension of belief in the 
reality of anything but one’s own sentience. This solipsism is 
poured into new bottles by psychiatric ‘thermeneuticians” 
and “‘constructivists” (e.g., 1-3). Husserl’s “reduction” is 
vitiated by parsimony, plausibility, the premises of natural 
science, evolution/adaptation, common sense, and popular 
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morality. Once they leave the study—and even there—Hus- 
serlians belie their “suspension” at every meal or street cross- 
ing. Ironically, personal experience, particularly of outer 
constraints and compulsions ignored at one’s peril, is the strong- 
est ground for belief in actual existents. Persons who habitually 
deny (potentially) consensually validatable experiences of oth- 
ers and of objects, or who substitute radically idiosyncratic 
fabrications, die or are deemed deviant or diseased. 

Like Dr. Emery, I eschew the mind-body dualism so ramp- 
ant in the history of medicine. Mentation is an activity of the 
integrated human body interacting with a (human and non- 
human) environment. This entails belief in “spirit” no more 
than does acknowledging other global bodily functions such 
as respiration—breath itself was once equated with a sepa- 
rable “soul.” Neither mentation nor respiration can be un- 
derstood at the purely molecular or cellular level, nor does 
either have a single anatomic “seat.” Multiple interacting 
molecules, organelles, cells, secretions, organs, organ sys- 
tems, and transactions with milieu must be considered. 

If medicine/psychiatry is, as I take it, caring and compas- 
sionate applied human biology, then it must approach its 
“subject matter” developmentally, evolutionarily, and eco- 
logically, as well as molecularly, anatomically, and physio- 
logically. The human organism is sentient and symbolizing, 
presumably by virtue of natural selection for adaptation, and 
it moves in an ambience with symbolic dimensions as well. 
Our present lack of a biological unitary field theory does not 
entail an ontological spirit-body dualism. It is rather that we 
presently require multiple models and methods to optimally 
comprehend and treat that “organism integrated at the sym- 
bolic level” (4, 5). 

In sum, that we know others and objects only as their 
actual configurations and activities interact with ours is the 
essence of “perspectival realism,” an antidote to both hubris 
and nihilism. It conduces to a critically reflective yet com- 
mitted struggle in ambiguous and multivariate clinical/inves- 
tigative reality. If we psychiatric physicians do not do our 
philosophy, from our own experience and not merely from 
the best literature, then others will do it for us, and we may 
not like what we see. 
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EDWIN R. WALLACE IV, M.D. 
Augusta, Ga. 


Ways of Dealing With a Malpractice Hazard 


Sir: We would like to respond to “Ostensible Agency: 
Another-Malpractice Hazard” by Gregory J. Firman, M.D., 
j.Deg ho<described a suit in which a physician was 

laa 
, defendant because he was (falsely) alleged to 
ve been the supervisor of a counselor with whom he 
ap 
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shared office space. While it is a familiar saying that “hard 
cases yield bad law,” Dr. Firman’s article suggests that rare 
and exceptional cases yield confusing advice; we feel that the 
author’s suggestions might even provoke litigation. 

The author’s advice, summarized, included checking the 
credentials (with annual updates) of nonmedical practition- 
ers who share one’s space, using separate letterheads, and 
having patients sign forms documenting their awareness that 
the physician is not the supervisor of the nonphysician. 

We suggest that this advice is not useful enough to justify 
the considerable investment of labor involved. First, there is 
simply no defense against the filing of a suit; anyone can sue 
anyone. Second, the article confounded the many different 
space-sharing arrangements (for economy or convenience) 
that are possible. 

Even more important, too many individuals seem to feel 
that the solution to any problem in the negotiations between 
physicians, their colleagues, and patients is the use of yet 
another form, with precise contractual language. Not only is 
such a form alienating and confusing for the average patient 
but it may serve as an inflammatory inducement to the plain- 
tiffs attorney to focus on the nature of the (actually irrele- 
vant) physician-patient relationship. That is, if a plaintiff’s 
attorney discovers that such a form has been signed, that 
document would then become the new focus of a legal at- 
tack, just as happens with informed-consent forms (“the pa- 
tient didn’t really understand it,” etc.). Such “formophilia” 
represents the classic case of pro forma considerations taking 
undue precedence over the process of therapy, the interper- 
sonal dialogue (2). 

The suggestion that the physician check on the credentials 
of individuals who share office space, moreover, seems to 
create (rather than avoid) a supervisory duty and, by impli- 
cation, to create responsibility for those very qualifications— 
a line of duty and responsibility, ironically, that probably 
would not exist with more casual arrangements. 

Our simpler alternative advice, which we believe actually 
protects physicians, includes: 1) straightforward lease agree- 
ments articulating the separate functions of private and 
shared practice, 2) as suggested in the article, separate let- 
terheads for separate functions, 3) a brief note in the pa- 
tient’s record that this is a “private patient” of the nonphy- 
sician, and 4) avoidance of special forms. 

Forms do not serve the alliance and may strain it. A form 
that introduces the physician’s name only to exclude its rel- 
evance is confusing to patients at best and antagonizing at 
worst. “What is the actual purpose of this disclaimer?” the 
patient may well wonder. “Whose interests are being pro- 
tected? Who is defending himself against whom?” The situ- 
ation engenders the doubt one might feel upon reading on a 
can of food “Contains no toxins.” Indeed, one hopes not, 
but what fear is here being so maladroitly eased? Is it not 
rather a case of qui s'excuse, s’accuse? 

In sum, Dr. Firman’s detailed recommendation in response 
to one admittedly unusual and aberrant case was, we believe, 
bad advice, since it would both create increased exposure to 
liability and place a potential strain on the therapeutic alli- 
ance—the alliance lying at the core of all liability prevention 


(3). 
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THOMAS G. GUTHEIL, M.D. 
HAROLD BURSZTAJN, M.D. 
Boston, Mass. 


Dr. Firman Replies 


Sir: I have some difficulty with several points in the com- 
ments of Drs. Gutheil and Bursztajn. First, they use the ploys 
of the “straw man” and the “‘parade of horribles.” The for- 
mer refers to the technique in debate of mischaracterizing the 
opponent’s position and then attacking the straw man thus 
created. For example, I did not prescribe simply the use of a 
single form as a panacea for this type of exposure to mal- 
practice. In fact, the form I recommended is only one of four 
preventive measures that I suggested. Drs. Gutheil and Bursz- 
tajn also note, “There is simply no defense against the filing 
of a suit; anyone can sue anyone.” The implication here is 
that I maintained otherwise. In fact I stated, “Under the 
American legal system, of course, no private citizen has an 
absolute immunity to lawsuits.” In retrospect, | might have 
stated more explicitly that my suggested list of precautionary 
measures would actually protect the psychiatrist against a 
wider range of allegations of malpractice, not just the one 
situation discussed in my article. 

The “parade of horribles” approach involves the depiction 
of a worst-case scenario, if legislation or a judicial decision 
counter to the desires of the speaker comes to pass. This 
description is usually presented in dramatic and colorful 
terms. In real life the posited “horribles” rarely materialize, 
as illustrated by two examples from recent psychopolitics. 
First, the therapist’s duty to warn a potentially endangered 
third party—most clearly articulated in the Tarasoff case 
(1)—resulted in many editorials in the professional literature 
to the effect that this mandated potential breach of confiden- 
tiality would significantly handicap the patient-therapist re- 
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lationship and sound the death knell for effective psychother- 
apy. As we know, this has proved not to be the case. The 
second example involves the earlier rejection by mainstream 
psychoanalysts of behavior therapy for such problems as 
phobias, compulsions, and sexual performance difficulties on 
the (reasonable) theoretical basis that symptom substitution 
would ensue. Again, this theoretical concern simply has not 
materialized (2). 

In this vein, Drs. Gutheil and Bursztajn state that forms 
(apparently of all types) “may serve as an inflammatory in- 
ducement to the plaintiff's attorney to focus on the nature of 
the (actually irrelevant) physician-patient relationship.” 
They also posit that checking the credentials ef colleagues 
“seems to create (rather than avoid) a supervisory duty.” In 
fact, a psychiatrist who does not make such reasonable and 
prudent inquiries or who does not use appropriate consent 
forms could more easily be faulted for not doing so. The 
current practices of hospitals, licensing agencies, and creden- 
tials committees (on the advice of their respective attorneys) 
are strong evidence of the currency of the latter approach. 

By extension, I submit that my list of self-defense measures 
does not involve a “considerable investment of labor.” In 
any case the readers of this journal are discriminating enough 
to decide which, if any, of these measures might be appro- 
priate in their own practices. As regards this latter point, I 
would note that the “Dr. Jones” of my article now uses all of 
these measures and has had no untoward comments, let 
alone outcomes, from either colleagues or patients. 

Last, Drs. Gutheil and Bursztajn appear to confuse the 
therapist-patient relationship with a business arrangement 
between mental health professionals. I simply do not see how 
the latter is analogous to the “process of therapy.” 
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GREGORY J. FIRMAN, M.D. 
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Official Actions 


Statement on Discrimination 
Based on Gender or Sexual Orientation 


This statement was proposed by the Committee on Occupational 
Psychiatry! of the Council on National Affairs. It was approved by 
the Board of Trustees in June 1988. 


Irrational employment discrimination on the basis of gender and 


sexual orientation has received considerable attention in law, busi- 
ness, sociology, and, to a lesser degree, psychology. It is well known 
that sexual harassment and other forms of irrational gender-based 
employment discrimination are potentially severe occupational 


The committee included Duane Q. Hagen, M.D. (chairperson), 
Barrie S. Greiff, M.D., Alan A. McLean, M.D., Peter Boxer, M.D. 
(corresponding member), Daniel Amen, M.D. (corresponding mem- 
ber), Jeffrey Speller, M.D. (corresponding member), Peter L. Brill, 
M.D. (consultant), Leonard M. Moss, M.D. (consultant), and Lester 
I. Debbold, M.D. (APA/Burroughs Wellcome Fellow). Jean Hamil- 
ton, M.D. (guest) was invited to provide important background ma- 
terial for this statement. 
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stressors. Complaints of sexual harassment and gender-based dis- 
crimination have increased in recent years, and this trend is likely to 
continue because employees are increasingly aware of legal prohibi- 
tions against these and other forms of employment discrimination. 
While the psychiatric needs of self-identified discrimination victims 
have been underrecognized, both in and out of the workplace, psy- 
chiatrists can expect increasing consultations regarding these issues. 
It is important that psychiatrists appreciate and help others to un- 
derstand the emotional consequences of irrational employment dis- 
crimination based on gender or sexual orientation. 
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When Psychotic Features 
Complicate Depression, 
Simplify the Treatment 
With ASENDIN 


Asingle agent for depression with psychotic features 


“Amoxapine...is a weak blocker of dopamine receptors in vivo and 
in vitro. Such a drug might be especially useful in the treatment 
of psychotic depressions” Elliott Richelson, MD Journal of 

Clinical Psychiatry, 1982 


On the Brief Psychiatric Rating Scale, treat- 
ment SENDIN improved the con- 
d % of d patients 


% of 


A simple, 
easy-to-follow 
dosage schedule 
for depression with 
psychotic features 


Suggested dosage in depression with 
psychotic features 100 mg bid. Adjust according 
to the clinical response and tolerance.* 


*ASENDIN may be given in a single daily dose, not to exceed 300 mg, 
preferably at bedtime. If the total daily dosage exceeds 300 mg, it should be 
given in divided doses. 


ASENDIN inhibits reuptake of norepinephrine and serotonin and also has dopa- 
mine-blocking activity which may be associated with neuroleptic side effects, including 


tardive dyskinesia, in some patients. Please see brief summary of prescribing information, 
on adjacent page, especially Warnings and Information for the Patient sections. 


» ASENDIN 


amoxapine 
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Administrative, Organizational, Programmatic, 
and Quality of Care Consultation to: 


¢ Psychiatric units in general hospitals 

» Outpatient clinics 

e Private and state psychiatric hospitals 

e Specialized hospitals 

Residential programs 

Community mental health centers 

State mental health systems 

Specialized services for: 

—mentally ill persons 

—mentally retarded and developmentally 
disabled persons 

—children and adolescents 

—the aging 

—drug abusers 

—alcohol abusers 

—criminal offenders 
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Our Range of Services Includes but Is Not 
Limited to: 


e conflict resolution 

e design and planning of clinical programs 

¢ analysis of clinical and management 
systems 

e integration of services, to provide continuity 
of care 

¢ evaluation of clinical services 

e assistance in developing priorities among 
service needs 

* advice on moving toward compliance with 
standards of government or private ac- 
creditation boards 

* aid in meeting the requirements of external 
planning bodies 

e referral to other sources of help 

e planning to meet future service needs, con- 
sistent with fiscal contingencies 


CONTACT: 
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American Psychiatric Association 
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Washington, D.C. 20005 

(202) 682-6091 
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iagnostic System That’s Both 
ractical And Affordable For 
BClinical Psychiatry. , 
‘Until now, psychiatry had few objec- 
lative tools for detecting brain dysfunc- 
tion. Many psychiatric disorders are 
stoo subtle to be detected using a 
sconventional paper EEG. And EEG 
mapping systems have been too | 
expensive, too bulky, and too limited 
to be practical. 

_Now that’s changed. Cadwell has 
engineered a diagnostic tool specifi- 
cally for the unique needs of clinical 
porcau: the Cadwell Spectrum 32™ 

rain Function Analysis System. 
Knowledge Is Power. 

The Spectrum 32 gives you new 
information to a ou classify dis- 
orders into DSM- Ik categories. It _ 
doesn’t replace your current diagnostic 
techniques. It enhances them with data 
you couldn’t get before. 


Diagn A Computerized 


*In Washington State, call 1-509-735-6481. Copyright 1987 Cadwell Laboratories. 


Brain Power. 


The Spectrum 32 evaluates hun- 
dreds of EEG variables to define your 
patient’s individual EEG profile. That 


rofile is compared with composite pro- 


iles of known psychiatric disorders, 
and an estimate of similarity is pro- 
vided. Brilliant color-coded maps show 


functional activity of the brain, permit- 


ting immediate visualization of abnor- 
mal regions. 


The Power Of Discrimination. 
Only the Spectrum 
32 gives you the ability 
to objectively discrim- 
inate disorders, such 
as primary depression; 
unipolar and bipolar 
depression; senile and 
multiple infarct demen- 
tia; schizophrenia; alco- 
hol encephalopathy; 
closed head injury; 
and learning 
disabilities. 





_ No other system provides data as 
reliably as the Spectrum 32. Cadwell’s 
data base includes unique statistical 
algorithms that correct for population 
skew and age differences. So you can 
rely on more accurate results. 

Besides quantitative EEG and 
BRAINMAPS," the Spectrum 32 
includes sensory and cognitive evoked 
penaa Retrospective Analysis™ of 

EG, ambulatory EEG, a complete 

sleep laboratory and more. 

Economic Power, Too. 

_ _ The Spectrum 32 is surpris: 

ingly affordable. What’s more, it 

offers you new power to broaden 

your practice. And a wide range 
of reimbursable procedures to 
help you help your patients. 

ind out more. Write 

us at 909 N. Kellogg Street, 

Kennewick, WA 99336. 

Or call toll-free at 

1-800-245-3001.* 


Your Clinical Link To Advanced Technology 


CADAVELL 


“Mind Field!” 


An adolescent at war... Angry be- 
havior. Chronic depression. Alcohol abuse. 
Drug dependency. Unsuccessful short-term 
treatment. 

The choice for help is clear. Charter 
Academy. We specialize in long-term treat- 
ment with a professional, experienced staff 
to help troubled teens overcome their pro- 
blems and learn self-control. This environ- 
ment offers a licensed school, adventure/ac- 
tivities therapy, an employment component 
and family therapy provided by qualified 
counselors and a medical director. Charter 
Academy. Inside Alabama call 
1-800-247-5471. Outside Alabama call 
1-800-327-1076. 


CHARTER ACADEMY 
W OF MOBILE 








THE NEW ELCoT MF-1000 
A micro-processor controlled MULTI-FUNCTION ECT unit. 


Fully computerized, programmable system with memory for patient and 
treatment data of up to 500 cases, allowing the physician to choose WAVE- 
FORMS (bipolar as well as unipolar positive and negative BRIEF-PULSE 
plus SINE WAVE) and DOSAGE MODES (constant current, constant 
voltage and constant energy) with constant automatic monitoring of real 
patient impedance prior to and throughout entire treatment, computer- 
calculated constant adjustment of all other values, ensuring the adminis- | 
tration of stimulus values exactly as programmed by the physician. 




















FEATURES INCLUDE; 

+ Pre-programmed standard parameters in addition to complete programmability by 
the physician. 

+ 2-channel EEG/ECG monitoring system with strip-chart recorder also printing out all 
patient and treatment data 

* Tiltable, ‘‘PROMPTING" large LCD for all patient and treatment data 

+ Impedance test and computerized safeguards to prevent treatment with parameters 
failing to meet recommended guidelines 

+ Personalized "TREAT CODE” to prevent unauthorized tampering with parameters 

+ Higher energy for special cases 

+ Possibility to interface with most personal and mainframe computers 

+ Fully insulated, splash-proof panel, mobile cart with accessories shelf. 

+ Meets or exceeds APA, RCP, IEC and UL-544 requirements. 

+ Complete with all accessories and User's Manual at no extra cost. 


CALL COLLECT or WRITE TO: EICoT Sales, INC. 
14 East 60th Street New York, N.Y. 10022 


Telephone 212-223-1300 Telex 233540 Telefax 212-755-3124 
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Please see following page for brief summary of prescribing information 
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dispeli erde besylate tablets USP 
mesoridazine) besylate injection USP 
(mesoridazine) besylate oral solution USP 


Brief Summary of Prescribing Information 


S mesoridazine i ij 


OOOO 


Tablets: 10, 25, 50 and 100 mg 


as the besylate 


D 


Concentrate: 25 mg/ml Injectable: 1 ml (25 mg) 





Contraindications: As with other phenothiazines, Serentil® (mesoridazine) is contra- 
indicated in severe central nervous system depression or comatose states from any 
cause. Serentil is contraindicated in individuals who have previously shown hypersen- 
Sitivity to the drug 

Precautions: While ocular changes have not to date been related to Serentil® 
(mesoridazine), one should be aware that such changes have been seen with other drugs 
of this class 

Because of possible hypotensive effects, reserve parenteral administration for bedfast 
patients or for acute ambulatory cases, and keep patient lying down for at least one-half 
hour after injection 

Leukopenia and/or agranulocytosis have been attributed to phenothiazine therapy. A 
single case of transient granulocytopenia has been associated with Serentil. Since 
convulsive seizures have been reported, patients receiving anticonvulsant medication 
should be maintained on that regimen while receiving Serentil 

Neuroleptic drugs elevate prolactin levels; the elevation persists during chronic 
administration. Tissue culture experiments indicate that approximately one-third of human 
breast cancers are prolactin dependent in vitro, a factor of potential importance if the 
prescription of these drugs is contemplated in a patient with a previously detected breast 
cancer. Although disturbances such as galactorrhea, amenorrhea, gynecomastia, and 
impotence have been reported, the clinical significance of elevated serum prolactin levels 
is unknown for most patients. An increase in mammary neoplasms has been found in 
rodents after chronic administration cf neuroleptic drugs. Neither clinical studies nor 
epidemiologic studies conducted to date, however, have shown an association between 
chronic administration of these drugs and mammary tumorigenesis; the available 
evidence is considered too limited to be conclusive at this time 

Warnings: Tardive Dyskinesia: Tardive dyskinesia, a syndrome consisting of potentially 
irreversible, involuntary, dyskinetic movements may develop in patients treated with 
neuroleptic (antipsychotic) drugs. Although the prevalence of the syndrome appears to 
be highest among the elderly, especially elderly women, it is impossible to rely upon 
prevalence estimates to predict, at the inception of neuroleptic treatment, which patients 
are likely to develop the syndrome. Whether neuroleptic drug products differ in their 
potential to cause tardive dyskinesia ts unknown 

Both the risk of developing the syndrcme and the likelihood that it will become irreversible 
are believed to increase as the duration of treatment and the total cumulative dose of 
neuroleptic drugs administered to the patient increase. However, the syndrome can 
develop, although much less commorlly, after relatively brief treatment periods at low 
doses 

There is no known treatment for established cases of tardive dyskinesia, although the 
syndrome may remit, partially or completely. if neuroleptic treatment is withdrawn 
Neuroleptic treatment, itself, however, Nay suppress (or partially suppress) the signs and 
symptoms of the syndrome and thereby may possibly mask the underlying disease 
process. The effect that symptomatic suppression has upon the long-term course of the 
syndrome is unknown 

Given these considerations, neuroleptics should be prescribed in a manner that is most 
likely to minimize the occurrence of tardive dyskinesia. Chronic neuroleptic treatment 
should generally be reserved for patients who suffer from a chronic illness 1) that is known 
to respond to neuroleptic drugs, and 2) for which alternative, equally effective but 
potentially less harmful treatments are not available or appropriate. In patients who do 
require chronic treatment, the smallest dose and the shortest duration of treatment 
producing a satisfactory clinical response should be sought. The need for continued 
treatment should be reassessed periodically. 

If signs and symptoms of tardive dyskinesia appear in a patient on neuroleptics drug 
discontinuation should be considered. However, some patients may require treatment 
despite the presence of the syndrome 

(For further information about the description of tardive dyskinesia and its clinical 
detection, please refer to the section on Adverse Reactions) 

Neuroleptic Malignant Syndrome (NMS) A potentially fatal symptom complex sometimes 
referred to as Neuroleptic Malignant Syndrome (NMS) has been reported in association 
with antipsychotic drugs. Clinical manifestations of NMS are hyperpyrexia, muscle rigidity, 
altered mental status and evidence of autonomic instability (irregular pulse or blood 
pressure, tachycardia, diaphoresis, and cardiac dysrhythmias) 

The diagnostic evaluation of patients with this syndrome is complicated, In arriving at a 
diagnosis, it is important to identify cases where the clinical presentation includes both 
serious medical illness (e.g., pneumon a, systemic infection, etc.) and untreated or 
inadequately treated extrapyramidal signs and symptoms (EPS). Other important 
considerations in the differential diagnosis include central anticholinergic toxicity, heat 
stroke, Crug fever and primary central nervous system (CNS) pathology. 

The management of NMS should include 1) immediate discontinuation of antipsychotic 
drugs and other drugs not essential to concurrent therapy, 2) intensive symptomatic 
treatment and medical monitoring, and 3) treatment of any concomitant serious medical 
problems for which specific treatments are available. There is no general agreement 
about specific pharmacological treatment regimens for uncomplicated NMS. If a patient 
requires antipsychotic drug treatment after recovery from NMS, the potential reintroduc- 
tion of drug therapy should be carefully considered. The patient should be carefully 
monitored, since recurrences of NMS have been reported 

Where patients are participating in activities requiring complete mental alertness (e g 
driving) it is advisable to administer the phenothiazines cautiously and to increase the 
dosage gradually. 

Usage in Pregnancy: The safety of this drug in pregnancy has not been established; 
hence, it should be given only when the anticipated benefits to be derived trom treatment 
exceed the possible risks to mother and fetus 

Usage in Children: The use of Serentil (mesoridazine) in children under 12 years ot age is 
not recommended, because safe conditions for its use have not been established 
Attention should be paid to the fact that phenothiazines are capable of potentiating 
central nervous system depressants (e.g., anesthetics, opiates, alcohol, etc.) as well as 
atropine and phosphorus insecticides. 

Adverse Reactions: Drowsiness and hypotension were the most prevalent side effects 
encountered. Side effects tended to reach their maximum level of severity early with the 
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exception of a few (rigidity and motoric effects) which occurred later in therapy. 

With the exceptions of tremor and rigidity, adverse reactions were generally founc among 
those patients who received relatively high doses early in treatment. Clinical data showed 
no tendency for the investigators to terminate treatment because of side effects 

Serentil® (mesoridazine) has demonstrated a remarkably low incidence of adverse 
reactions when compared with other phenothiazine compounds 

Central Nervous System: Drowsiness, Parkinson's syndrome, dizziness, weakness, tremor 
restlessness, ataxia, dystonia, rigidity, slurring, akathisia, motoric reactions (opisthotonos) 
have been reported 

Autonomic Nervous System: Dry mouth, nausea and vomiting, fainting, stuffy nose, 
photophobia, constipation and blurred vision have occurred in some instances 
Genitourinary System: Inhibition of ejaculation, impotence, enuresis, incontinence have 
been reported 

Skin: Itching, rash, hypertrophic papillae of the tongue and angioneurotic edema nave 
been reported 

Cardiovascular System: Hypotension and tachycardia have been reported. EKG changes 
have occurred in some instances (see Phenothiazine Derivatives: Cardiovascular =ffects) 
Phenothiazine Derivatives: |t should be noted that efficacy, indications and untoward 
effects have varied with the different phenothiazines. The physician should be awere that 
the following have occurred with one or more phenothiazines and should be considered 
whenever one of these drugs is used 

Autonomic Reactions: Miosis, obstipation, anorexia, paralytic ileus 

Cutaneous Reactions: Erythema, exfoliative dermatitis, contact dermatitis 

Blood Dyscrasias: Agranulocytosis, leukopenia, eosinophilia, thrombocytopenia, anemia 
aplastic anemia, pancytopenia 

Allergic Reactions: Fever, laryngeal edema, angioneurotic edema, asthma 

Hepatotoxicity: Jaundice, biliary stasis 

Cardiovascular Effects: Changes in the terminal portion of the electrocardiogram, 
including prolongation of the Qt interval, lowering and inversion of 

the T wave and appearance of a wave tentatively identified as a bifid T or 

a U wave have been observed in some patients receiving the phenothiazine tranquilizers 
including Serentil® (mesoridazine). To date, these appear to be due to altered 
repolarization and not related to myocardial damage. They appear to be reversible While 
there is no evidence at present that these changes are in any way precursors of any 
significant disturbance of cardiac rhythm, it should be noted that sudden and 
unexpected deaths apparently due to cardiac arrest have occurred in patients previously 
showing characteristic electrocardiographic changes while taking the drug, The use of 
periodic electrocardiograms has been proposed but would appear to be of questionable 
value as a predictive device. Hypotension, rarely resulting in cardiac arrest, has been 
noted 

Extrapyramidal Symptoms: Akathisia, agitation, motor restlessness, dystonic reactions, 
trismus, torticollis, opisthotonos, oculogyric crises, tremor, muscular rigidity, akinesia 
Tardive Dyskinesia: Chronic use of neuroleptics may be associated with the develop- 
ment of tardive dyskinesia. The salient features of this syndrome are described in 

the Warnings section and below. 

The syndrome is characterized by involuntary choreoathetoid movements which variously 
involve the tongue, face, mouth, lips, or jaw (e.g. protrusion of the tongue, puffing cf 
cheeks, puckering of the mouth, chewing movements), trunk and extremities. The severity 
of the syndrome and the degree of impairment produced vary widely. 

The syndrome may become Clinically recognizable either during treatment, upon dosage 
reduction, or upon withdrawal of treatment. Movements may decrease in intensity and 
may disappear altogether if further treatment with neuroleptics is withheld. It is generally 
believed that reversibility is more likely after short rather than long-term neuroleptic 
exposure. Consequently, early detection of tardive dyskinesia is important. To increase 
the likelihood of detecting the syndrome at the earliest possible time, the dosage of 
neuroleptic drug should be reduced periodically (if clinically possible) and the patient 
observed for signs of the disorder. This maneuver is critical, for neuroleptic drugs may 
mask the signs of the syndrome 

Endocrine Disturbances: Menstrual irregularities, altered libido, gynecomastia, lactation 
weight gain, edema. False positive pregnancy tests have been reported 

Urinary Disturbances: Retention, incontinence 

Others Mýperpyrexia Behavioral effects evugeslive of a paradoxical reaction have deen 
reported. These include excitement, bizarre dreams, aggravation of psychoses and toxic 
confusional states. More recently. a peculiar skin-eye syndrome has been recognized as 
a side effect following long-term treatment with phenothiazines. This reaction is marked 
by progressive pigmentation of areas of the skin or conjunctiva and/or accompaniec by 
discoloration of the exposed sclera and cornea. Opacities of the anterior lens and cornea 
described as irregular or stellate in shape have also been reported. Systemic lupus 
erythematosus-like syndrome 

How Supplied: 

Tablets: 10 mg, 25 mg, 50 mg, and 100 mg mesoridazine (as the besylate). Bottles cf 100 
Ampuls: 1 mi OS mg mesoridazine [as the besylate]). Boxes of 20 

Concentrate: Contains 25 mg mesoridazine (as the besylate) per ml, alcohol, USP, 0.61% 
by volume. Immediate containers: Amber glass bottles of 4 fl oz (118 ml) packaged in 
cartons of 12 bottles, with an accompanying dropper graduated to deliver 10 mg, 25 mg 
and 50 mg of mesoridazine (as the besylate) 





Consult package insert before prescribing 
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An antidepressant chemically unrelated to all other available therapy 


PRSZAC 


fluoxetine hydrochloride 





ects to disrupt therapy 


Side effects with Prozac are generally 
mild and manageable and include 
nausea, anxiety/nervousness, insomnia, 
and drowsiness 


Use of MAO inhibitors concomitantly 
or in proximity to Prozac should be 
avoided 


Rash and/or urticaria occurred in 4% 
of clinical trial patients 


Wide margin of safety 





20-mg Pulvule® once a day for 


Prozac” 


fluoxetine hydrochloride 


Brief Summary. Consult the package insert for complete prescribing 
information. 


Indication: Prozac is indicated for the treatment of depression. 
Contraindications: None known. 


Warnings: Monoamine Oxidase Inhibitors —Data on the effects of the com- 
bined use of fluoxetine and MAO inhibitors are limited. Their combined use 
should be avoided. Based on experience with the combined administration of 
MAOIs and tricyclics, at least 14 days should elapse between discontinuation of 
an MAO inhibitor and initiation of treatment with fl soxetine. 

Because of the long half-lives of fluoxetine and its active metabolite, at least 
five weeks (approximately five half-lives of norfluoxetine) should elapse between 
discontinuation of fluoxetine and initiation of therapy with an MAOI. Adminis- 
tration of an MAOI within five weeks of discontinuation of fluoxetine may 
increase the risk of serious events. While a causal relationship to fluoxetine has 
not been established, death has been ted to occur following the initiation of 
MAO! i gil shortly after discontinuation of fluoxetine. 

Rash and Accompanying Events—During premarketing testing of more 
than 5,600 US patients given fluoxetine, approximately 4% developed a rash 
and/or urticaria. Among these cases, almost a third were withdrawn from 
treatment because of the rash and/or systemic signs or symptoms associated 
with the rash. Clinical findings reported in association with rash include fever, 
leukocytosis, arthralgias, edema, carpal tunnel syndrome, respiratory distress, 
lymphadenopathy, proteinuria, and mild transaminase elevation. Most patients 
improved promptly with discontinuation of fluoxetine and/or adjunctive treat- 
ment with antihistamines or steroids, and all patients experiencing these events 
were reported to recover completely. 

Two patients are known to have developed a serious cutaneous systemic 
illness. In neither patient was there an unequivocal diagnosis, but one was 
considered to have a leukocytoclastic vasculi-is, and the other, a severe 
Pon menep Lr mdrome that was considered variously to be a vasculitis or 
erythema multiforme. Several other patients have had systemic syndromes 
suggestive of serum sickness. 

hether the association of rash and other events constitutes a true 
fluoxetine-induced syndrome, or a chance association of rash with the 
other signs and symptoms of different etiology or pathogenesis. Is 
unknowable at this point in the drug's development 

Reassuring is the knowledge, cited above, that no patient is reported to 
have sustained lasting injury. Even though almost two thirds of those 
developing a rash continued to take fluoxetine without any consequence, 
the physician should discontinue Prozac upon appearance of rash 


Precautions: General Anxiety ,and insomnia Anxiety, nervousness, and 

insomnia were reported by k to 15% of patients treated with Prozac 

Thess symptoms led to drug discontinuation in 5% of patients treated with 
rozac. 

Aterea Appetite and Weight—Significant weight loss, especially in 
underweight depressed patients, may be an uncesirable result of treatment 
with Prozac. 

In controlled clinical trials, approximately 9% of patients treated with 
Prozac experienced anorexia. This incidence is approximately sixfold that 
seen in placebo controls. A weight loss of greater than 5% of body weight 
occurred in 13% of Prozac-treated patients compared to 4% of placebo and 
3% of tricyclic-antidepressant-treated patients. However, only rarely have 
Prozac patients been discontinued for weight loss. 

Activation of Mania/Hyp, a—During premarketing testing, hypo- 
mania or mania occurred in approximately 1% of fluoxetine-treated 
patients Activation of mania/hypomania has also been reported in a small 
Proportion of patients with Major Affective Cisorder treated with other 
marketed antidepressants. 

Seizures Twelve patients among more than 6,000 evaluated worldwide 
in the course of premarketing development of fluoxetine experienced con- 
vulsions (or events described as possibly having been seizures), a rate of 
0.2% that appears to be similar to that associated with other marketed 
antidepressants. Prozac should be introduced with care in patients with a 
history of seizures. 

The possibility of a suicide attempt is inherent in depression 
and may persist until significant remission occurs, Close supervision of 
high-risk patients should accompany initial drug therapy. Prescriptions for 
Prozac should be written for the smallest quartity of capsules consistent 
with good pana management, in orem to reduce the n of overdose 

ng Eli: i Hf-Li l n 
Because of the long elimination half-lives of the parent drug (two to three 
days) and its major active metabolite (seven to nine days), changes in dose 
will not be fully reflected in plasma for several weeks, affecting both 
strategies for titration to final dose and withdrawal from treatment. (See 


Clinical Pharmacology and Dosage and Administration sections) 

Use in Patients With Concomitant Iliness— Clinical experience with 
Prozac in patients with concomitant systemic dines is limited. Caution is 
advisable in using Prozac in patients with diseases or conditions that could 
affect metabolism or hemodynamic responses. 

Fluoxetine has not been evaluated or used to any appreciable extent in 
patients with a recent history of myocardial infarction or unstable heart 
disease. Patients with these diagnoses were systematically excluded from 
Clinical studies puring fha product's premarket testing. However, the elec- 
trocardiograms of 753 patients who received Prozac in double-blind trials 
were retrospectively evaluated; no conduction abnormalities that resulted 
in heart block were observed. The mean heart rate was reduced by approxi- 
mately three beats/min. 

In subjects with cirrhosis of the liver, the clearances of fluoxetine and its 
active metabolite, norfluoxetine, were decreased, thus increasing the elim- 
ination half-lives of these substances. A lower cr less frequent dose should 
be used in patients with cirrhosis. 

Since fluoxetine is extensively metabolized, excretion of unchanged drug 
in urine ts a minor route of elimination. However, until adequate numbers of 
patients with severe renal impairment have been evaluated during chronic 
treatment with fluoxetine, it should be used with caution in such patients 


lnterterence with Cognitive and Motor Pertormance Any psychoactive 
drug may impair judgment, thinking, or motor skills, and patients should be 


cautioned about operating hazardous machinery, including automobiles, 
until they are reasonably certain that the drug treatment does not affect 
them adversely. 
Information tor Patients—Physicians are advised to discuss the follow- 
ing issues with patients for whom they prescrite Prozac 
Because Prozac may impair judgment, thinking, or motor skills, patients 
should be advised to avoid driving a car or operating hazardous 
machinery until they are reasonably certain that their performance is 
not affected 
Patients should be advised to inform their physician if they are taking or 
plan to take any prescription or over-the-counter drugs or alcohol 
Patients should be advised to notify their physician if they become 
pregnant or intend to become pregnant du”ing therapy. 
Patients should be advised to notify their physician if they are breast 
feeding an infant 
ogden should be advised to notify their physician if they develop arash 
or hives 
Laboratory Tests—There are no specitic laboratory tests recommended 
Drug Interactions—Iryptophan—Five patients receiving Prozac in com- 
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oxetine is tight! cite plasma protein, the 
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administration of fluoxetine to a patient taking another drug which is tightly 
bound to protein (eg, Coumadin, digitoxin) may cause a shift in plasma 
concentrations potentially resulting in an adverse effect. Conversely, 
adverse effects may result from displacement of protein-bound fluoxetine 
by other tightly bound drugs. 

z s—The risk of using Prozac in combination with other 
CNS-active drugs has not been systematically evaluated. Consequently, 
caution is advised if the concomitant administration of Prozac and such 


drugs is required 
Fleciroconvulsive Therapy—there are no Clinical studies establishing 
the benefit of the combined use of ECT and fluoxetine. A single report of a 


prolonged seizure in a patient on fluoxetine has been reported 

Carcinogenesis, Mutagenesis, Impairment of Fertility—There is no evi- 
ae of carcinogenicity, mutagenicity, or impairment of fertility with 

rozac 

The dietary administration of fluoxetine to rats and mice tor two years at 
levels equivalent to approximately 7.5 and 9.0 times the maximum human 
dose (80 mg) respectively produced no evidence of carcinogenicity 

Fluoxetine and norfluoxetine have been shown to have no genotoxic 
effects based on the following assays: bacterial mutation assay, DNA repair 
assay in cultured rat hepatocytes, mouse lymphoma assay, and in vivo 
sister chromatid exchange assay in Chinese hamster bone marrow cells. 

Two fertility studies conducted in rats at doses of approximately five and 
nine times the maximum human dose (80 mg) indicated that fluoxetine had 
no adverse effects on fertility. A slight decrease in neonatal survival was 
noted, but this was probably associated with depressed maternal food 
consumption and suppressed weight gain 

Pregnancy- Teratogenic Forts Pre y. gory_B—Repro- 
duction studies have been performed in rats and rabbits at doses nine and 
11 times the maximum daily human dose (80 mg) sespactively and have 
revealed no evidence of harm to the fetus due to Prozac. There are, however. 
no adequate and well-controlled studies in pregnant women. Because 
animal reproduction studies are not always predictive of human response, 
this drug should be used during pregnancy only if clearly needed 

Labor and Delivery—The ettect of Prozac on labor and delivery in 
humans is unknown 

Nursing Mothers —|t is not known whether and, if so, in what amount this 
drug or its metabolites are excreted in human milk. Because many drugs 
are excreted in human milk, caution should be exercised when Prozac is 
administered to a nursing woman. 

maan in Children— Safety and effectiveness in children have not been 

studie 

Use in the Elderly— Prozac has not been systematically evaluated in older 
Patients; however, several hundred elderly patients have participated in 
Clinica! studies with Prozac, and no unusual adverse age-related phenom- 
ena have been identified. However, these data are insufficient to rule out 
possible age-related differences during chronic use, particularly in elderly 
patients who have concomitant systemic illnesses or who are receiving 
concomitant drugs. 


Adverse Reactions: Commonly Observed —The most commonly observed 
adverse events associated with the use of Prozac and not seen at an 
equivalent incidence among placebo-treated patients were: nervous sys- 
tem complaints, including anxiety, nervousness, and insomnia; drowsiness 
and fatigue or asthenia; tremor: sweating; gastrointestinal complaints 
including anorexia, nausea, and diarrhea; and dizziness or light- 
headedness. 

Associated With Discontinuation of Treatment—Fitteen percent of 
approximately 4,000 patients who received Prozac in US premarketing 
clinical trials discontinued treatment due to an adverse event. The more 
common events causing discontinuation included: psychiatric (5.3%), 
primarily nervousness, amiaty and insomnia; digestive (3.0%), primarily 
nausea; nervous system (1.6%), primarily dizziness; body as a whole 
(1.5%), primarily asthenia and héadache: and skin (1.4%). primarily rash 
and pruritus. 

Incidence in Controlled Clinical Trials— Table 1 enumerates adverse events 
that occurred at a trequency of 1% or more among Prozac patients who 
participated in controlled trials comparing Prozac with placebo. The prescriber 
should be aware that these figures cannot be used to predict the incidence of side 
effects in the course of usual medical practice where patient characteristics and 
other factors differ from those which prevailed in the clinical trials. Similarly, the 
cited frequencies cannot be compared with figures obtained from other clinical 
investigations involving different treatments, uses, and investigators. The cited 
figures, however, do provide the prescribing physician with some basis for 
estimating the relative contribution of drug and nondrug factors to the side- 
eftect incidence rate in the population studied. 


Other Events Observed puny the Premarketing Evaluation of Prozac— 
During clinical testing in the US, multiple doses of Prozac were adminis- 
tered to approximately 5,600 subjects. Untoward events associated with 
this exposure were recorded by clinical investigators using descriptive 
terminology of their own choosing. Consequently, it is not possible to 
provide a meaningful estimate of the proportion of individuals experiencing 
adverse events without first grouping similar types of untoward events into 
a limited (ie, reduced) number of standardized event categories 

In the tabulations which follow, a standard COSTART Dictionary termi- 
nology has been used to classify reported adverse events. The frequencies 
presented, therefore, represent the proportion of the 5,600 Prozac- 
exposed individuals who experienced an event of the type cited on at least 
one occasion while receiving Prozac. All reported events are included 
except those already listed in tables, those COSTART terms so general as to 
be uninformative, and those events where a drug cause was remote. It is 
important to emprasizs that, although the events reported did occur during 
treatment with Prozac, they were not necessarily caused by it 

Events are further classified within body system categories and enumer- 
ated in order of decreasing frequency using the following definitions 
frequent adverse events are defined as those occurring on one or more 
occasions in at least 1/100 patients; infrequent adverse events are those 
occurring in 1/100 to 1/1,000 patients; rare events are those occurring in 
less than 1/1,000 patients. 

/as a Whole—Frequent: chills; Infrequent: chills and fever, cyst, face 
edema, hangover effect, jaw pain, malaise, neck pain, neck rigidity, and 
pelvic pain; Rare: abdomen enlarged, cellulitis, hydrocephalus, hypother- 
mia, LE syndrome, moniliasis, and serum sickness. 

Infrequent: angina pectoris, arrhythmia, hem- 
orrhage, hypertension, hypotension, migraine, postural hypotension, syn- 
cope, and tachycardia; Rare: AV block (rer degree); bradycardia, 
bundle-branch block, cerebral ischemia, myocardial infarct, throm- 
bophlebitis, vascular headache, and ventricular ary ts 

igestive System—frequent increased appetite; /nfrequent: aphthous 
stomatitis, dysphagia, eructation, esophagitis gastritis, gingivitis, glossi- 
tis, liver function tests abnormal, melena, stomatitis, and thirst, Rare 
bloody diarrhea, cholecystitis, cholelithiasis, colitis, duodenal ulcer, enter- 
itis, fecal incontinence, hematemesis, hepatitis, hepatomegaly, hyper- 
chlorhydria, increased salivation, jaundice, liver tenderness, mouth 
ulceration, salivary gland enlargement, stomach ulcer, tongue discol- 
oration, and tongue edema 


Prozac® (fluoxetine hydrochloride, Dista) 


TABLE 1. TREATMENT-EMERGENT ADVERSE EXPERIENCE INCIDENCE 
IN PLACEBO-CONTROLLED CLINICAL TRIALS 





Percentage of Percentage © 
Patient Roparling Pona hopar 
ve vel 
Body Systemy Prozac Placebo Body System/ Prozac Plac 
Adverse Evente (N=1.730) (N=799)  AdverseEvent® (N=1,730) (N= 
Nervous Body as a Whole 
Headache 20.3 155 Asthenia 44 1 
Nervousness 149 85 Infection, viral 34 3 
Insomnia 138 71 Pain, limb 16 1 
Drowsiness 16 63 Fever 14 ` 
Anxiety 94 55 Pain, chest 13 i 
Tremor 79 24 Allergy 2 1 
Lala 2 i 33 Influenza 12 1 
atigue 11 
Sedated 19 1g  Mesgiratory 
ee Wi 20 respratory 
Libido, a neat 76 6 
` u-like 
ween” 16 B syndrome 28 + 
c headedness 16 _ ee 2.7 1 
‘oncentration 
decreased 1.5 —_ Mr Ha 26 2 
Digestive sinus 23 1 
jausea 211 101 Sinusitis 21 2 
Diarrhea 123 70 Cough 16 1 
Mojih ae 0 Dyspnea 14 - 
r yness 
oO f3 Cador 
Dyspepsia 6.4 43 Palpitations 13 1 
Constipation 45 33 p 
Pain, Musculoskeletal 
abdominal 34 29 Pain, back 20 2 
Vomiting 24 13 Pain, joint 12 1 
Taste change 18 Pain, muscle 12 1 
latulence 16 WwW 
Gastroenteritis 10 14 Ure poeta 
paintul 19 1 
Sexual 
dystunction 19 
excessive 84 38 Frequent 
Rash 27 18 micturition 16 - 
Pruritus 24 14 Urinary tract 
infection 1:2 
Special Senses 
Vision 
disturbance 28 1 





“Events reported by at least 1% of Prozac patients are included 
—Incidence less than 1% 


Engocrine System—/ntrequent: hypothyroidism; Rare goiter and hyp 
thyroidism 


ao and Lymphatic System—/nfrequent: anemia and lymphaden¢ 
athy; Rare: bleeding time increased, blood dyscrasia, leukopenia, ly 
phocytosis, petechia, purpura, sedimentation rate increased, and thro: 


bocythemia 
| itional—frequent: weight loss, Infrequent: gen 
alized edema, ypogiycemia, peripheral edema, and weight gain; Ra 


dehydration. gout, hypercholesteremia, hyperglycemia, hyperlipem 
hypoglycemic reaction, hypokalemia, hyponatremia, and iron deficien 
anemia 

Musculoskeletal System—/nfrequent: arthritis, bore pain, bursit 
tenosynovitis, and twitching: Rare: bone necrosis, chondrodystrop! 
muscle hemorrhage, myositis, osteoporosis, pathological fracture. a 
rheumatoid arthritis. 

Nervous System—frequent: abnormal dreams and agitation: Infi 
quent: abnormal gait, acute brain syndrome, akathisia, amnesia, apat! 
ataxia, buccoglossal syndrome, CNS stimulation, convulsion, delusio! 
depersonalization, emotional lability, euphoria, hallucinations, hostili 
hyperkinesia, hypesthesia, incoordination, libido increased, manic rei 
tion, neuralgia, neuropathy, paranoid reaction, psychesis, and vertic 
Rare: abnormal electroencephalogram, antisocial reaction, chronic bri 
syndrome, circumoral paresthesia, CNS depression, coma, dysarthr 
dystonia, extrapyramidal syndrome, hypertonia, hysteria, myoclonus, r 
stagmus, paralysis, reflexes decreased, stupor, and torticollis. 

Respiratory System—Frequent: bronchitis, rhinitis, and yawn; /nfi 
quent: asthma, epistaxis, hiccup, hyperventilation, and pneumonia; Ra, 
apnea, hemoptysis, hypoxia, larynx edema, lung edema, lung fibros 
sonne and pleural effusion 

Skin and Appendages—/nfrequent: acne, alopecia, contact dermatit 
dry skin, herpes simplex, maculopapular rash, and urticaria; Ra, 
eczema, erythema multiforme, fungal dermatitis, herpes zoster, hirsutis 
psoriasis, purpuric rash, pustular rash, seborrhea, skin discoloration, sl 

yper trophy, subcutaneous nodule, and vesiculobullous tash. 

Special Sen: Infrequent: ambylopia, conjunctivitis, ear pain, € 
pain, mydriasis, photophobia, and tinnitus; Rare: blepharitis, catara 
corneal lesion, deatness, diplopia, eye hemorrhage, glaucoma, iritis, p 
sis, strabismus, and taste loss 

nital System—/nfrequent: abnormal ejaculation, amenorrht 
breast pain, cystitis, dysuria, fibrocystic breast, impotence, leukorrht 
Menopause, Menorrhagia, ovarian disorder, urinary incontinence, uring 
retention, urinary urgency, urination impaired, and vaginitis: Rare: ab 
tion, albuminuria, breast enlargement, dyspareunia, epwidymitis, tem 
lactation, hematuria, hypomenorrhea, kidney calculus, metrorrhag 
orchitis, polyuria, pyelonephritis, pyuria, salpingitis, urethral pain, u 
thritis, urinary tract disorder, urolithiasis, uterine hemorrhage, uter 
spasm, and vaginal hemorrhage 


Overdosage: Human Experience—As ot December 1987, there were t 
deaths among approximately 38 reports of acute overdose with fluoxeti 
either alone or in combination with other drugs and/or aicohol. One dei 
involved a combined overdose with approximately 1,800 mg of fluoxet 
and an undetermined amount of maprotiline. Plasma concentrations 
fluoxetine and maprotiline were 4.57 mg/L and 4.18 mg'L respectively 
second death involved three drugs yielding plasma concentrations 
follows: fluoxetine, 1.93 mg/L; norfluoxetine, 1.10 mg'L; codeine, 1 
mg/L; temazepam, 3.80 mg/L 

One other patient who reportedly took 3,000 mg ot fluoxetine expi 
enced two grand mal seizures that remitted spontaneously without spec 
anticonvulsant treatment (see Management subsection). The act 
amount of drug absorbed may have been less due to vomiting 

Nausea and vomiting were prominent in overdoses involving hig 
fluoxetine doses. Other prominent symptoms of overdose included agi 
tion, restlessness, hypomania, and other signs of CNS excitation, Exc 
for the two deaths noted above, all other overdose cases ‘ecovered with 
residua 
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ican Journal of Psychiatry with the understanding that they 
represent original material, have not been published previ- 
ously, are not being considered for publication elsewhere, 
and have been approved by each author. Authors submitting 
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submitted for publication, or to be submitted shortly should 
provide information on those papers to the Editor. 

The requirements stated below are in accordance with 
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the Association are protected from misuse of copyrighted 
material. A submission approval and copyright transfer form 
will be forwarded to authors along with a letter acknowl- 
edging receipt of their manuscript. Manuscripts will not re- 
ceive a final decision until a completed form has been re- 
ceived in the editorial office. 

In addition, authors must obtain letters of permission from 
publishers for use of extensive quotations (more than 500 
words). The Journal does not publish tables or figures that 
have appeared in another English-language publication. 
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already specified in the author’s footnote, paid consultancies, 
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ership. This information will be kept confidential and will 
not be shared with the reviewers. Such involvements will not 
be grounds for automatic rejection of the manuscript. Should 
the article be accepted for publication, the Editor and the 
authors will consult on whether, and to what extent, this 
information should be included in the published article. 


Patient Anonymity 


Ethical as well as legal considerations require careful at- 
tention to the protection of a patient’s anonymity in case 


reports and elsewhere. Identifying information such as 
names, initials, hospital numbers, and dates must be avoided. 
In addition, authors should disguise identifying information 
when discussing the characteristics and personal history of 
patients. 


Informed Consent 


Manuscripts that report the results of experimental inves- 
tigation with human subjects must include a statement that 
informed consent was obtained after the procedure(s) had 
been fully explained. In the case of children, authors are 
asked to include information about whether the child’s as- 
sent was obtained. 


Review Process 


All papers are reviewed to determine the originality, va- 
lidity, and importance of content and conclusions. In addi- 
tion to the regular review process, peer review for statistical 
content may be required for some manuscripts. This will be 
determined by the Journal’s Statistical Editors. Authors will 
be sent reviewer comments that are judged to be useful to 
them. All reviewers remain anonymous. Once the Editor has 
made a final decision on a paper, the authors of that paper 
will be informed. 
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correspondence will be sent to the first-named author unless 
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Communication, or Clinical and Research Report); papers 
will only be reviewed after such a statement has been re- 
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Authors will be notified of the receipt of their paper and 
the number assigned to it. This number must be included in 
all further correspondence. It is imperative that the corre- 
sponding author of submitted papers notify the Journal of 
changes of address. Because of escalating postage costs, no 
manuscripts submitted to the Journal will be returned to 
authors except upon special request. Authors must make this 
request in their original submission letter and include a self- 
addressed, postage-paid envelope. 


Single Case Reports 


Single case reports except for detailed longitudinal studies 
should be submitted as Letters to the Editor. All single case 
reports will be peer reviewed. Reports of successfully treated 
patients should include data on the number of patients 
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tion of the temporal order of the successes and failures. 
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Authors may submit their papers before the annual meet- 
ing, but such papers cannot be published until after the meet- 
ing. All papers must be accompanied by a statement that they 
are in final form. These papers are subject to the same peer 
review as other papers and must conform to the require- 
ments for one of the types of articles specified in the next 
section. 
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Special Articles 


These are usually overview articles that bring together im- 
portant information on a topic of general interest to psychi- 
atry. Authors who have ideas for such articles are advised to 
check with the Editorial Office to ensure that a similar work 
has not already been submitted. Special Articles may not 
exceed 7,500 words (no more than 25 double-spaced pages— 
including an abstract of no more than 100 words, tables, and 
figures) and may not include more than t00 references, 


Regular Articles and Brief Communications 


The only difference between these two types of papers is 
length. Regular Articles contain no more than 3,800 words, 
including an abstract of no more than 100 words, references, 
tables, and figures. Brief Communications contain no more 
than 2,500 words, including an abstract of no more than 100 
words, references, tables, and figures. (A table or figure that 
fills one-half of a vertical manuscript page equals 100 words 
of text; one that fills one-half of a horizontal page equals 150 
words.) Articles that exceed 3,800 words will be returned 
unreviewed to the authors. 


Clinical and Research Reports 


A prompt publication policy (i.e., publication within 4 to 
6 months after acceptance) is in effect for Clinical and Re- 
search Reports. Manuscripts may contain no more than one 
table and a maximum of 10 references; figures may not be 
used. Papers may contain a maximum of 1,300 words, in- 
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ot lowa College of Medicine, 500 Newton Rd., lowa City, IA 
52242. Book reviews are usually solicited by the Book Fo- 
rum Editor. Authors interested in reviewing a particular 
boek should communicate directly with Dr. Andreasen. Re- 
prints of reviews are not available. 
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Abstract 


The abstract is a single paragraph no longer than 100 
words for Special Articles, Regular Articles, and Brief Com- 
munications and no longer than 40 words for Clinical and 
Research Reports. Authors should use the active voice and 
the third person. 


Text 


Authors should use the active voice and first person; head- 
ings and subheadings should be inserted at reasonable inter- 
vals. Footnotes to text may not be used, and summaries are 
usually unnecessary. 

Research design and statistics. The following information 
regarding research design should be included: 1) a clearly 
stated hypothesis, 2) the names of the statistical tests used, 3) 
whether tests were one- or two-tailed, and 4) what test was 
used for each set of data. Reporting of standard deviations, 
rather than standard errors of the mean, is required. Statis- 
tical tests that are not well known should be referenced, All 
significant and important nonsignificant results must include 
the test value, degree(s) of freedom, and probability. For 
example, “The analysis of variance indicated that those who 
abstained from coffee had significantly higher course grades 
than those who did not abstain (F=4.32, df=3, 17, 
p<0.05).” Reviewers will evaluate the appropriateness of the 
analyses. 

Abbreviations. Spell out all abbreviations (other than 
those for units of measure) the first time they are used. Id- 
iosyncratic abbreviations should not be used. 

Drugs. Generic rather than trade names of drugs should be 
used. Trade or manufacturers’ names are used only if the 
drug or equipment is experimental or unavailable in this 
country or if such information is crucial to the evaluation of 
the results or replication of the study. 


References 


References are numbered and listed by their order of ap- 
pearance in text; the text citation is followed by the appro- 
priate reference number in parentheses. Do not arrange the 
list alphabetically. 

References should be restricted to closely pertinent mate- 
rial. Accuracy of citation is the author’s responsibility. Refer- 
ences should conform exactly to the original spelling, ac- 
cents, punctuation, etc. Authors should be sure that all 
references listed have been cited in text. 

Personal communications, unpublished manuscripts, 
manuscripts submitted but not yet accepted, and similar un- 
published items should not appear in the reference list. Such 
citations may be noted in text. It is the author’s responsibility 
to obtain permission to refer to another individual’s unpub- 
lished observations. Manuscripts that are actually “in press” 
may be cited as such in the reference list; the name of the 
journal or publisher and location must be included. 

Type references in the style shown below, double-spaced 
throughout. List up to three authors; designate one or more 
authors past the third as “et al.” Abbreviations of journal 
names should conform to the style used in Index Medicus; 
journals not indexed there should not be abbreviated. 


1. Glick: ID, Hargreaves WA, Drues J, et al: Short versus long 
‘hospitalization, a prospective controlled study, VI: two year 
follow-up results for nonschizophrenics. Arch Gen Psychiatry 
1977; 34:314-320 . 

2. McNamara JR (ed): Behavioral Approaches to Medicine. New 
York, Plenum Press, 1979 

3. Janowsky DS, Judd LL, Huey L, et al: Effects of naloxone in 
normal, manic and schizophrenic patients: evidence for allevi- 
ation of manic symptoms, in Endorphins in Mental Health Re- 
search. Edited by Usdin E, Bunney WE Jr, Kline NS. New York, 
Oxford University Press, 1979 


TABLES AND FIGURES 


The Journal does not publish tables or figures that have 
appeared in other English-language publications. Tables and 
figures that duplicate 1) material contained in text or 2) each 
other will not be used. Authors will be asked to delete tables 
and figures that contain data which could be given succinctly 
in text, Each table and figure should be understandable with- 
out reference to the text; a descriptive, concise title should be 
included and units of measurement should be specified. Con- 
sult recent issues of the Journal for format. A table or figure 
that fills one-half of a vertical manuscript page equals 100 
words of text; one that fills one-half of a horizontal page 
equals 150 words. A copy of each table and figure must be 
included with each copy of the manuscript. 


Tables 


Tables should be double-spaced, no wider than 120 type- 
writer characters, including spaces, and no longer than 70 
lines. Values expressed in the same unit of measurement 
should read down, not across; when percentages are given, 
the appropriate numbers must also be given. 


Figures 


Figures are considered as text and are subject to revision 
by the authors upon recommendation of the Editors. Figures 
should, however, be professionally prepared. Glossy or other 
camera-ready prints should accompany the submitted manu- 
script. Computer-generated figures that do not meet quality 
printing standards will be returned for revision. The first 
author’s name, the title of the paper, the figure number, and 
the top of the figure should be noted on a label affixed to the 
back of each figure. All figure titles and footnotes should be 
typed and sent together on a separate page. 

The Journal does publish color illustrations. However, the 
cost to publish them, including reprint charges, will be the 
responsibility of the authors. An estimate of the cost will be 
provided to the authors at the time of first decision. 

Format. Figures are visual expressions of data trends or 
relationships. Figures that represent numerical data which 
could be expressed more succinctly or clearly in tabular form 
should be converted to tables. Line graphs should show 
change in continuous variables; comparisons of like values in 
different groups should be presented as bar graphs. Graphs 
containing stacked bars are unacceptable; the different seg- 
ments of each bar should be presented side by side. 

Lettering. Figure type should be sans serif and should be 
large enough to remain legible after the figure is reduced; 
most figures taking up the width of a vertical manuscript 
page are reduced to a width of 19.5 picas (3% inches), and 
those requiring a horizontal manuscript page are usually re- 


FIGURE 1. Mean CSF Somatostatin Levels of Patients With Alzhei- 
mer’s Disease, Older Depressed Patients, and Age-Matched Control 
Subjects 
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"Significant difference between men and women (t=1.81, df=10, 
p<0.05) and between the total Alzheimer’s disease group and the 
total control group (t=2.49, df=25, p<0.01). 

>Significant difference between the total depressed group and the 
total control group (t=2.75, df=33, p<0.005). 


duced to 40.5 picas (6% inches). When space on the hori- 
zontal axis is insufficient, headings may be placed diagonally 
on the axis. Main headings should consist of upper-case let- 
ters only, subheadings of upper- and lower-case, and other 
type (e.g., keys, flow chart segments) of lower-case with only 
an initial upper-case letter. All parenthetical material should 
be lower-case. Do not use idiosyncratic abbreviations. 

Other. The following are additional specific requirements. 
Please refer to the example given above. 

1. Do not use solid black shading; rather, include outlined 
white among shadings. 

2. The heading for the vertical axis of a graph should run 
vertically along the axis, not horizontally at the top or bot- 
tom. Headings for the horizontal axis should appear below 
that axis, not at the top of the graph. 

3. Error bars should not be used. 

4. Do not extend the vertical or horizontal axis of a graph 
beyond the point needed for the data shown. 

5. The vertical axis should generally begin at zero; to save 
space, a double slash may take the place of an unused por- 
tion of the vertical axis. 


6. In a graph comparing different groups of subjects, the 
number of subjects in each group should appear with the 
name of the group—in the key, in the headings below the 
horizontal axis, or in the title. 

7. To save space, related figures that have the samie vertical 
or horizontal axis should be combined. Headings identifying 
the segments of the combined figure should appear in the 
upper lefthand corners of the individual segments (in lower- 
case type with an initial upper-case letter). 

8. The key should appear within or above the figure but 
should not be wider than the figure itself. Avoid placing 
other type (e.g., number of subjects, statistical values) within 
the axes of a graph. 

9. Footnotes (including p values) should be cited with su- 
perscript letters in the title or body of the figure and should 
be listed in the order in which they are cited in the figure. 


PROCESSING OF ACCEPTED MANUSCRIPTS 


Manuscripts are accepted with the understanding that the 
Editor and the editorial staff have the right to make revisions 
aimed at greater conciseness, clarity, and conformity with 
Journal style. Accepted papers will be edited and sent to the 
first-named (or corresponding) author for corrections and. 
answers to editorial queries. No proofs are sent to authors. 
Authors who will be away from their offices for a long period 
or who change address after notification of acceptance 
should inform the Journal staff. 


PERMISSION TO REPRINT 


Written permission to reprint material published in the 
Journal must be secured from the APA Periodicals Services 
Division, 1400 K Street, N.W., Washington, DC 20005; tele- 
phone: (202)682-6156. There is usually a charge for such 
permission, except for nonprofit classroom or library reserve 
use by instructors and educational institutions or for authors 
who wish to reprint their own material. Requests will be 
facilitated if accompanied by written permission from the 
author of the material. 


REPRINTS 


No reprints are furnished gratis. An order form for re- 
prints will bè sent to the corresponding author before pub- 
lication of the paper. The printer usually mails reprints ap- 
proximately 6 weeks after the article has been published. 
Reprints of items in the Book Forum and Letters to the Ed- 
itor sections are not available. 
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Its still not too late to participate in 
this innovative self-study program! 





Earn up to 144 Category I CME credits (48 per program)! 


Heres what you get with each program 

year: 

C] bound collections of readings on five different 
topics chosen by respected authorities in each 
subject area 

C 50 multiple choice questions for each topic 

C four patient management problems 

O a follow-up critique and evaluation that includes 
your score and extensive feedback on each 
question 

Heres bow it works 

For each program you'll receive a complete 
package of readings, multiple choice questions, and 
patient management problems. To receive your CME 
credit (48 hours per program, 144 for all three 
programs), you need only submit the computerized 
answer sheet to the APA for central scoring. You 
have four months to complete and return your 
answer sheet. Confidentiality is ensured through an 
individual coding assignment. You are the only 
person who has access to your score. 

A self-scoring option is available to those who 
either do not want CME credit, or have sent in their 
answer sheet for CME credit but want advance 
knowledge of their score. Within five to six months, 
you'll receive a follow-up critique and evaluation of 
each question, along with a summary of how others 
have scored in the program. 


Topics covered in each program 
Program A Schizophrenia 
Psychotherapy Techniques and Outcome 
Eating Disorders 
Psychoendocrinology and 
Psychoimmunology 
Trauma and Its Consequences 


Adolescence 

Anxiety Disorders 

Behavioral Medicine 

Depression 

legal/Ethical and Forensic Issues 


Program B 


Alcohol and Substance Abuse 

Family and Marital Issues in Psychiatry 

Geriatrics 

Current Concepts in Character Pathology 

New Developments in Clinical 
Psychopharmacology 


Program C 
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Dunedin, New Zealand 


DEPARTMENT OF PSYCHIATRY SENIOR LECTURER 


AND HEALTH BEHAVIOR IN GENERAL HOSPITAL 
AND LIAISON PSYCHIATRY 
The School of Medicine, Medical College of Applications are invited for the post of Senior Lecturer in General 


i ic M a Chai . Hospital and Liaison Psychiatry within the Department of Psycholog- 
Georgia, 1S seeking a Chairman for the ical Medicine of the Faculty of Medicine, Dunedin. The appointee would 


Department of Psychiatry and Health Behav- be responsible for the clinical and academic development o a 
j consultation liaison psychiatric service within the teaching hospital an 
ior. The Department has a strong research would have access to beds in the psychiatric inpatient complex of that 


orientation with 120 faculty, 60 residents and hospital The appointee would be expected to take part in both 
de 


undergraduate and postgraduate teaching. There are a number of active 


fellows, and nine affiliated facilities. It is research teams within the Department of Psychological Medicine and 
currently undergoing building and faculty the successful applicant would be expected to develop their own 
expansion. Candidates must have demon- 


research programme. 


. : k . : This is a joint University-Area Health Board post with University 

strated skills in research, teaching, patient conditions of appointment, including a limited right of private Bene. 

care, and administration The position carries consultant status within the Otago Area Health 

i i J Board. Applicants should be suitably qualified psychiatrists with clinical 
experience and an interest in research and teaching, 


Deadline for applications is 1-15-89. Please Salary Senior Lecturer $NZ64,000 - $NZ83,000 per annum accord- 
send nominations and inquiries to Don W. ing to experience. 

King, M.D., Chairman, Psychiatry Search An aowe for clinical rey may be payable in the light of 
Committee, Department of Neurology, Med- re eer ert a 

i j i Intending applicants should write for further information, available from 
ical College of Georgia, Augusta, Georgia the deer P.O. Box 56, Dunedin, New Zealand. Further infor- 


3091 2. Equal Opportunity/Affrmative Action mation may also be obtained form Professor Paul Mullen, Department 
Employer. of Psychological Medicine, P.O. Box 913, Dunedin, New Zealand. 


Applications quoting reference number A88/33 close in New Zealand 
25 November 1988. 


DW. Girvan Registrar 
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Adolescent Psychiatry 


Charter Brook Hospital is a 50-bed, free-standing specialty facility 
based in Atlanta that is a member of the Charter Medical Corpora- 
tion family of quality healthcare facilities. Charter Brook addresses 
| the problems of adolescent psychiatric/substance abusers. Charter 
Brook has a clesed medical staff with an established client base, 
Our sophisticated team provides ‘‘state-of-the-art'’ inpatient and 
outpatient treatment programs. 


For Some 
Good Psychiatrists. 

















If you'd like to be part of a corporation with a 
number of truly outstanding psychiatric hospitals 
coast to coast and in the Caribbean, we'd like to 
hear from you. 

We're ready to offer Board eligible psychiatrists 
an excellent salary, benefits, security, direct clinical 
as well as management responsibility and the op- 
portunity to grow as we do. We have immediate 
openings for both inpatient and outpatient services. 
Resumes in Confidence to: Andrew P Diffenbaugh 

First Hospital Corporation 
World Trade Center, Suite 870 
RIC — Norfolk,va 23510 


ak an enthusiastic psychiatrist with a keen interest in 
specializing in adolescent psychiatry to serve as Unit Director for a 
free-standing unit of Charter Brook Hospital. This individual must 
possess leadership ability and academic credentials to qualify for 
noard-exam eligibility. We are eager to talk to a candidate with a 
capacity for contributing spirited direction and input to our 
dedicated multi-disciplinary team. 










This is an outstanding opportunity for key responsibility early in 
your career. We are offering an excellent compensation plan. For 
immediate and confidential consideration, please write to: 
Lonnie Scarborough, MD, Medical Director, CHARTER BROOK 
HOSPITAL, 3913 North Peachtree Road, Atlanta, GA 30341. 

An Equal Opportunity Employer M/F. 













FIRST HOSPITAL CORPORATION 


An Equal Opportunity Employer 





TAFF PSYCHIATRISTS 


Immediate openings for full- or part-time 
psychiatrists to work in a JCAH-accredited 
State Hospital. 


Mayview State Hospital is affiliated with the 
University of Pittsburgh School of Medicine/ 
Western Psychiatric Institute and Clinic, with 
possible faculty appointment available. We offer 
a competitive salary plus an attractive bonus 
program. A part-time private practice is op- 
tional. 


The Hospital offers congenial working con- 
ditions with an excellent clinical staff who strive 
to provide superior care to our patients. 

Contact: 


John P. Ekstrand, M.D. 
Assistant Superintendent 
Mayview State Hospital 
1601 Mayview Road 
Bridgeville, PA 15017 

or call (412) 257-6492 


E.O.E. 





The University of Wisconsin Medi- 
cal School - Madison is searching 
for a new Chairperson for the De- 
partment of Psychiatry. We seek a 
person who is able to give profes- 
sional and administrative leadership 
of the highest quality to a distin- 
guished department in programs of 
teaching, research, and clinical ser- 
vice. Send reply with CV to: 


Dr. Peter Eichman, 
Chairman, Society Search 
Committee, 

c/o M. Martin, 

Medical School Administration, 
1300 University Avenue, 
Madison, WI 53706. 

To guarantee full consideration, 
applications are due by 
Dec. 31, 1988. 








SOUTHERN HOSPITALITY 
IN A 
COSMOPOLITAN ATMOSPHERE 


SANDHILLS CENTER, a progressive community 
mental health center covering 5 counties, is 
seeking board certified Psychiatrists for the 
positions of Physician Director II and Physician 
HI. Both positions require graduation from an 
accredited school of medicine, completion of 
residency or specialty training. Must be eligible 
for licensure to practice medicine in N.C. and 
so licensed before permanent appointment. The 
Physician Director II will need an additional 2 
years of experience in the practice of psychiatry. 
Incumbents for Physician Director H will be re- 
sponsible for administrative and clinical duties. 
The Physician III will need an additional 1 year 
of experience in the practice of psychiatry. 
Incumbents for Physician III will be responsible 
for performing medication evaluations, psychi- 
atric evaluations and conducting initial exams 
for involuntary commitment. 


Sandhills Center is located in the heart of 
North Carolina’s golf and tennis resort areas 
(31 championship golf courses, 99 miles of 
tree-lined fairways, 106 tennis courts). The 
predominantly rural area offers quick access to 
urban areas and academic communities, along 
with close proximity to coastal and mountain 
areas (approximately 3 hours). Moderate year- 
round temperatures enable you to take ad- 
vantage of the area’s riding stables and 3400 
acres of lakes and ponds suitable for fishing, 
boating and swimming. 


Salaries are competitive with other states, being 
negotiable up to $100K + per year. Our benefit 
package far exceeds most and includes liberal 
vacation and sick leave policy, CME leave, center 
paid health, dental and life insurance. The 
center also contributes to a tax sheltered an- 
nuity retirement plan in the amount of 9.12 % 
of base salary. 


Qualified candidates should send curriculum 
vitae to: 


Michael Watson, Area Director 
(919) 673-9111 


SANDHILLS CENTER 


PO. Box 9 
West End, N.C. 27376 


An Equal Opportunity Employer 





U.S. Department 
of Prisons 


of Justice 


The Federal Correctional Institute at Butner, North Carolina 
announces a vacancy for the Chief of Psychiatric Services. The 
Mental Health Division (MHD) has a normal capacity of ap- 
proximately 160 beds, which includes a 24-bed Seclusion 
Unit (used for seclusion/security purposes). The missions of 
the MHD are to provide crisis intervention, management, and 
psychotherapeutic treatment for seriously mentally disturbed 
Federal offenders, usually referred from other institutions 
(Inpatient Service); to provide comprehensive psychiatric 
forensic evaluations for individuals referred for study and 
observation by the Federal Court System (Forensic Service); 
and the eventual release of inmates from the MHD to the 
general population within the Bureau of Prisons or into the 
community (Outpatient Service). A wide variety of serious 
psychopathologies occur in this population; inmates are either 
psychotic or have a serious emotional disorder, requiring psy- 
chiatric treatment. 


QUALIFICATIONS: Graduation with a Degree of Medi- 
cine, Board Certified or Board Eligible in specialty and have 
five (5) years of specialty training or experience. All qualified 
applicants will be subject to an interview, physical, and com- 
plete background investigation. 


SALARY: $61,659 to $72,500 (Statutory Ceiling). In addi- 
tion to the base salary, physicians will be eligible for a compa- 
rability allowance of up to $14,000 per year for the first two 
(2) years, and up to $20,000 per year for those with more 
than two years Federal Service. 


The closing date is November 30, 1988. For additional infor- 
mation and/or application, please contact the Personnel 
Office, Federal Correctional Institution, at P.O. Box 1000, 
Butner, North Carolina, 27509, or telephone (919) 
575-4541, ext. 429. 


PSYCHIATRISTS 


Exciting opportunity for Psychiatrists to es- 
tablish practice at The Allentown Hospital — 
Lehigh Valley Hospital Center, an 811-bed 
regional ternary care teaching hospital in 
Allentown, PA. The hospital is part of the pro- 

ressive HealthEast system and is located 
in an excellent community environment. The 
Allentown Hospital— Lehigh Valley Hospital 
Center is expanding its already major commit- 
ment to psychiatry and is now recruiting addi- 
tional qualified Psychiatrists who are interested 
in adult inpatient psychiatry, adolescent 
psychiatry, outpatient psychiatry, chemical 
dependence and psycho-geriatric services. 
Opportunities for program development and 
administration are available. 


Board certification or board eligibility required. 


Excellent financial arrangements are available. 
This is a superb opportunity. Allentown is in the 
growing Lehigh Valley region and is convenient 
to all major East Coast cities. HealthSearch 
is a physician and executive recruiting service 
of HealthEast. 


Interested candidates should send their cur- 
riculum vitaes in confidence to: 


Ms. Gale Schmidt Hodavance, Vice President 


© HealthSearch 


50 College Drive 
Allentown, PA 18104 
(215) 778-7993 


Equal Opportunity Employer 
Good care starts with Great Caregivers 
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In the treatment 
of chronic anxiety... 


Sedation... 





BuSpar” (buspirone HCI) 


References: 1. Newton RE. etal: A review of the side elfect protile of buspirone, Am J Med 1986,80(3B):17-21. 2. Moskowitz H 
and Smiley A: Etfects of chronically administered buspirone and diazepam on driving-retated skilts perlormanee. J Clin Psychiatty 
betel Hiei 3. Lader M: Assessing the potential far buspirone dependence or abuse and eftects of its withdrawal, Ant 
4 Med 1987.82(5A):20-26. 


Gontraindications: Hypersensitivity to buspirone hydrochloride, 

Warnings: The administration of BuSpar to a patient taking a monoamine oxidase inhibitor 
{MAOI) may pose a hazard. Since blood pressure has become elevated when BuSpar was administered 
concomitantly with an MAO}, such concomitant use is not recommended. BuSpar should not be employed in 
lieu of appropriate antipsychotic treatment. 

Precautions: General—interference with cognitive and motor pertormance: Although buspirone is less se- 
dating than other anxtolytics and does not produce significant tunctional impairment, its CNS effects in a given 
patient may nol be predictable: therefore, patients should be cautioned about operating an automobile or using 
complex machinery until they are reasonably certain that buspirone does not affect them adversely. Although 
buspirone has not been shown to increase alcohol-induced impairment in motor and mental performance, itis 
orudent to avoid concomitant use with alcohol, 

Potential for withdrawal reactions in sedali ve/hypnoticfanniolytic ang dependent patients: Because buspirone 
will nol block the withdrawal syndrome often seen with cessation ol therapy with benzodiazepines and other 
common sedative/hypnotic drugs, before starting buspirone withdraw patients Gradually from their prior treat- 
ment, especially those who used a CNS depressant chronically, Rebound or withdrawal symptoms may occur 
aver varying time periods, depending in part on the type of drug and its elimination half-life. The withdrawal 
syndrome can appear as any combination of irritability, anxiety, agitation, insomnia, tremor, abdominal cramps, 
muscle cramps, vomiting, sweating, flu-like symptoms without fever. and occasionally even as seizures, 
Possible concerns related lo buspirone’s binding to dopamine receptors: Because buspirone can bind to cen- 
tral dopamine receptors, a question has been raised about its potential to cause acute and chronic changes in 
dopamine mediated neurotogical junction (eg, dystonia, pseudoparkingonism, akathisia, and tardive dyskine- 
sia). Clinical experience in controled trials has failed to identify any significant neuroleptic-like activity: how- 
ever, a syndrome of restlessness, appearing shortly afler initiation of treatment, has been reported, the 


4: 1988, Bristol-Myers U.S. Pharmaceutics! and Nutritional Group- Evansville. hidiana 47721 U.S.A, 
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syndrome may be due to increased central noradrenergic activity or may be attributable to dopaminergic ef 
(ie, represent akathisia). 
Information for Patients—Patients should be instructed to intorm their physician aboul any medicati 
prescription ar nonprescription, alcohol or drugs they are now taking or plan to take during treatment witt 
spirone, to inform their physician if they are pregnant, are planning to become pregnant, or become preg 
while taking buspirone; to inform their physician if they are breast feeding: and not to drive a car or operate 
lentially dangerous machinery until they experience how this medication affects them. 
Drug Interactions -Concomitant use with other CNS active drugs should be approached with caution 
Warnings). Concomitant use with trazodone may have caused 3- to 6-fold elevations on SGPT (ALT) ing 
patients. Concomitant administration of BuSpar and haloperidol resulted in increased serum haloperidol ı 
centrations in normal volunteers. The clinical significance is not clear. Buspirone does not displace tir 
bound drugs like phenytoin, propranolol, and warfarin from serum proteins, but may displace less fii 
bound drugs like digoxin. However, there was one report of prolonged prothrombin time when buspirone 
gien to a patient also treated with warfarin, phenytoin, phenobarbital, digoxin, and Synthroid 
rcinogenesis, Mutagenesis, Impairment of Fertility—No evidence of carcinogenic potential 
observed in rats or mice: buspirone did not induce point mutations, nor was DNA damage observed: chro. 
somal aberrations or abnormalities did not occur 
Pregnancy: Teratogenic Efects—Pregnancy Category B Should be used during pregnancy on 
clearly needed. 
Nursing Mothers—Administration to nursing women should be avoided if clinically possible. 
Pediatric Use—The safely and effectiveness have not been determined in individuals below 18 years of. 
Use in the Efderly—No unusual, adverse, age-related phenomena have been identitied in elderly pati 
receiving a total, modal daily dose af 15 mg. 
Use in Patients with Impaired Hepatic or Renal Function—Since buspirone is metabolized by 
liver and excreted by the kidneys, it is not recommended in severe hepatic or renal impairment. 
Adverse Reactions (See also Precautions): Commonly Observed—The more commonly obser 
untoward events, not seen at an equivalent incidence in placebo-treated patients, include dizziness, nau: 
headache, nervousness, lightheadedness, and excitement. 
Associated with Discontinuation of Treatment—The more common events Causing discontinuation 
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cluded: central nervous system disturbances (3.4%), primarily dizziness, insomnia, nervousness, drowsiness, 
lightheaded feeling; gastrointestinal disturbances (1.2%), primarily nausea; miscellaneous disturbances 
(11%), primarily headache and fatigue. In addition, 3.4% of patients had multiple complaints, none of which 
could be characterized as peman, 
Incidence in Controlled Clinical Trials—Adverse events reported by 1% or more of 477 patients who re- 
ceived buspirone in four-week, controlled trials: Cardiovascular: Tachycardia/palpitations 1%. CNS: Dizziness 
12%, drowsiness 10%, nervousness 5%, insomnia 3%, lightheadedness 3%, decreased concentration 2%, 
excitement 2%, anger/hostility 2%, confusion 2%, depression 2%. EENT: Blurred vision 2%. Gastrointestinal: 
Nausea 8%, dry mouth 3%, abdominal/gastric distress 2%, diarrhea 2%, constipation 1%, vomiting 1%. Mus- 
culoskeletal: Musculoskeletal aches/pains 1%. Neurological: Numbness 2%, paresthesia 1%, incoordination 
is tremor i Skin: Skin rash 1%. Miscellaneous: Headache 6%, fatigue 4%, weakness 2%, sweating/ 
clamminess 1%. 
Other Events Observed During the Entire Premarketing Evaluation—The relative frequency of all 
other undesirable events reasonably associated with the use of buspirone in approximately 3000 subjects who 
took multiple doses of the drug under well-controlled, open, and uncontrolled conditions is detined as follows: 
Frequent are those occurring in at least 1/100 patients; infrequent are those occurring in 1/100 to 1/1000 patients; 
and rare are those occurring in less than 1/1000 patients. Cardiovascular —trequent: non-specific chest pain; in- 
frequent: syncope, hypotension, hypertension; rare: cerebrovascular accident, congestive heart failure, myo- 
cardial infarction, cardiomyopathy, bradycardia. Central Nervous System—trequent: dream disturbances; 
infrequent: depersonalization, dysphoria, noise intolerance, euphoria, akathisia, fearfulness, loss of interest, 
dissociative reaction, hallucinations, suicidal ideation, seizures; rare: feelings of claustrophobia, cold intoler- 
ance, stupor, slurred speech, psychosis. EEN7—frequent: tinnitus, sore throat, nasal congestion; infrequent: 
redness and itching of the eyes, altered taste, altered smell, conjunctivitis; rare: inner ear abnormality, eye pain, 
hotophobia, pressure on eyes. Endocrine—rare: galactorrhea, thyroid abnormality. Gastrointestinal— 
infrequent: flatulence, anorexia, increased appetite, salivation, irritable colon, rectal bleeding; rare: burning of ` 
the tongue. Genitourinary—infrequent: urinary frequency, urinary hesitancy, menstrual irregularity and spot- 
ting, dysuria; rare: amenorrhea, pelvic inflammatory disease, enuresis, nocturia. Musculoskeletal—infrequent: 
muscle cramps, muscle spasms, rigid/stiff muscles, arthralgias. Neuro/ogica/—intrequent: involuntary move- 
ments, slowed reaction time; rare: muscle weakness. Respiratory—infrequent: hyperventilation, shortness of 





breath, chest congestion; rare: epistaxis. Sexua/ Function—infrequent: decreased or increased libido; rare: de- 
layed ejaculation, impotence. Skin—infrequent: edema, pruritus, flushing, easy bruising, hair loss, dry skin, 
facial edema, blisters; rare: acne, thinning of nails. Clinical Laboratory—infrequent: increases in hepatic 
aminotransterases (SGOT, SGPT); rare: pel ge leukopenia, thrombocytopenia. Miscellaneous— 
infrequent: weight gain, fever, roaring sensation in the head, weight loss, malaise; rare: alcohol abuse, bleeding 
disturbance, loss of voice, hiccoughs. 
Postintroduction Clinical Experience—Rare occurrences of allergic reactions, cogwheel rigidity, 
tonic reactions, ecchymosis, emotional lability, tunnel vision, and urinary retention have been reported, Be- 
- of te uncontrolled nature of these spontaneous reports, aicausal relationship to BuSpar has not been 
ermined. 
Drug Abuse and Dependence: Controlled Substance Class—Not a controlled substance. 
Physical and Psychological Dependence—Buspirone has shown no potential for abuse or diversion 
and there is no evidence that it causes tolerance, or either physical or psychological dependence, However, 
since it is difficult to predict from experiments the extent to which a CNS-active drug will be misused, diverted, 
and/or abused once marketed, physicians should carefully evaluate patients for a history of drug abuse and fol- 
low such patients closely, observing them for signs of buspirone misuse or abuse (eg, development of toler- 
ance, incrementation of dose, drug-seeking behavior). 
Overdosage: Signs and Symptoms—A\ doses approaching 375 mg/day the following symptoms were 
observed: nausea, vomiting, dizziness, drowsiness, miosis, and gastric distress, No deaths have been reported 
in humans either with deliberate or accidental overdosage. 
Recommended Overdose Treatment—General symptomatic and (lt Measures should be used 
along dd a gastric lavage. No specific antidote is known and dialyzability of buspirone has not been 
termined. 
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Navane® (thiothixene) Capsules: 1 mg, 2 mg, 5 mg, 10 mg, 20 mg 

(thioth xene hydrochloride) Concentrate: 5 mg/ml, Intramuscular: 2 mg/ml, 5 mg/ml 

Indications: Navane is effective in the maragement of manifestations of psychotic disorders. Navane has 
not been evaluated in the management of behavioral complications in patients with mental retardation. 
Contra\ndications: Contraindicated in patients with circulatory collapse, comatose states, central nervous 
system depression due to any cause, and biood dyscrasias. Contraindicated in individuals who have shown 
hypersensitivity to the drug. It is not known whether there is a cross-sensitivity between the thioxanthenes 
and the phenothiazine derivatives, but the possibility should be considered. 

Warnings: Tardive Dyskinesia—Tardive dyskinesia, a syndrome consisting of potentially irreversible, in- 
voluntary, dyskinetic movements may develop in patients treated with neuroleptic (antipsychotic) drugs. 
Althouch the prevalence of the syndrome apoears to be highest among the elderly, especially elderly women, 
itis impossible to rely upon prevalence estimates to predict, at the inception of neuroleptic treatment, which 
patients are likely to develop the syndrome. Whether neuroleptic drug products differ in their potential to 
cause tardive dyskinesia is unknown. 

Both the risk of rade al the syndrome and the likelihood that it will become irreversible are believed 
to increase as the duration of treatment and the total cumulative dose of neuroleptic drugs administered to 
the patient increase. However, the syndrome can develop, although much less commonly, after relatively 
brief treatment periods at low doses. 

There is no known treatment for established cases of tardive dyskinesia, although the syndrome may 
remit, partially or completely, if neuroleptic reatment is withdrawn. Neuroleptic treatment, itself, however, 
May Suppress (or partially suppress) the signs and symptoms of the syndrome and thereby may possibly 
mask the underlying disease process. The effect that symptomatic suppression has upon the long-term 
course cf the syndrome is unknown. 

Given these considerations, neuroleptics should be prescribed in a manner that is most likely to minimize 
the occurrence of tardive dyskinesia Chronic neuroleptic treatment should generally be reserved for pa- 
tients who suffer from a chronic illness that, 1) is known to respond to neuroleptic drugs, and, 2) for whom 
alternative, equally effective, but potentially less harmful treatments are not available or appropriate. In pa- 
tients wF o do require chronic treatment, the smallest dose and the shortest duration of treatment producing 
a Satisfa tory clinical response should be scught. The need for continued treatment should be reassessed 
periodically. 

It sigrs and symptoms of tardive dyskinesia appear in a patient on neuroleptics, drug discontinuation 
should be considered. However, some patients may require treatment despite the presence of the 
syndrome. 

(For further information about the description of tardive dyskinesia and its clinical detection, please refer 
to Information for Patients in the Precautions section, and to the Adverse Reactions section.) 

Neuroeptic Malignant Syndrome (NMS)—A potentially fatal symptom complex sometimes referred to 
as Neuro-eptic Malignant Syndrome (NMS) has been reported in association with antipsychotic drugs. Clin- 
ical manifestations of NMS are hyperpyrexia, muscle rigidity, altered mental status and evidence of auto- 
nomic instability (irregular pulse or blood pressure, tachycardia, diaphoresis, and cardiac dysrhythimas). 

The diagnostic evaluation of patients with this syndrome is complicated. In arriving at a diagnosis, it is 
importan: to identify cases where the clinical presentation includes both serious medical Hines 0.9 pneu- 
monia, systemic infection, etc.) and untreated or inadequately treated extrapyramidal signs and symptoms 
(EPS). Other important considerations in the differential diagnosis include central anticholinergic toxicity, 
heat stroke, drug fever and primary central narvous system fens) pathology. 

The menagement of NMS should include 1) immediate discontinuation of antipsychotic drugs and other 
drugs not essential to concurrent therapy, 2) intensive symptomatic treatment and medical monitoring, and 
3) treatment of any concomitant serious medical problems for which specific treatments are available. There 
is no general agreement about specific pharmacological treatment regimens for uncomplicated NMS. 

If a pat ent requires antipsychotic drug treatment after recovery from NMS, the potential reintroduction 
of drug therapy should be carefully considered. The patient should be carefully monitored, since recur- 
rences of NMS have been reported 

Usage -n Pregnancy—Sate use of Navane during pregnancy has not been established. Therefore, this 
drug should be given to pregnant patients only when, in the judgment of the physician, the expected benefits 
from the teatment exceed the possible risks to mother and fetus. Animal reproduction studies and clinical 
experience to date have not demonstrated any teratogenic effects. 

In the animal reproduction studies with Navane, there was some decrease in conception rate and litter 
size, and én increase in resorption rate in rats and rabbits, changes which have been similarly reported with 
other psychotropic agents. After repeated oral administration of Navane to rats (5 to 15 mg/kg/day), rabbits 
(3 to 50 mg/kg/day), and monkeys (1 to 3 mg/kg/day) before and during gestation, no teratogenic effects 
were seen. (See Precautions.) 

Usage M Children—The use of Navane in children under 12 years of age is not recommended because 
safety and efficacy in the pediatric age group have not been established i 

As is true with many CNS drugs, Navane may impair the mental and/or physical abilities required for the 
performance of potentially hazardous tasks such as driving a car or operating machinery, especially during 
the first few days of therapy. Therefore, the patient should be cautioned accordingly. 

As in the case of other CNS-acting drugs, patients ek Navane should be cautioned about the pos- 
sible additive effects (which may include hypo:ension) with CNS depressants and with alcoho! 
Precautions: An antiemetic effect was observ2d in animal studies with Navane; since this effect may also 
occur in man, it is possible that Navane may mask signs of overdosage of toxic drugs and may obscure 
conditions such as intestinal obstruction and train tumor. 

In consideration of the known capability of Navane and certain other psychotropic drugs to precipitate 
convulsions, extreme caution should be used n patients with a history of convulsive disorders or those in 
a state of aicohol withdrawal since it may lowe” the convulsive threshold. Although Navane potentiates the 
actions of the barbiturates, the dosage of the anticonvulsant therapy should not be reduced when Navane 
is administered concurrently. 

Caution as well as careful adjustment of the dosage is indicated when Navane is used in conjunction with 
other CNS depressants other than anticonvulsant drugs. ; 

Though exhibiting rather weak anticholinergic properties, Navane should be used with caution in patients 
who are krown or suspected to have glaucoma, or who might be exposed to extreme heat, or who are 
receiving a'ropine or related drugs. 

Use with caution in patients with cardiovascular disease. - i 

Also, careful observation should be made fcr pigmentary retinopathy, and lenticular pigmentation (fine 
lenticular pigmentation has been noted in a small number of patients treated with Navane for prolonged 
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Jeriods). Blood dyscrasias (agranulocytosis, pancytopenia, thrombocytopenic purpura), and liver damage 
jaundice, biliary stasis) have been reported with related drugs. 

Undue exposure to sunlight should be avoided. Photosensitive reactions have been reported in patients 
on Navane (thiothixene). 

Intramuscular Administration—As with all intramuscular preparations, Navane Intramuscular should be 
injected well within the body of a relatively large muscle. The preferred sites are the upper outer quadrant 
of the buttock (i.e. gluteus maximus) and the mid-lateral thigh. 

The deltoid area should oe used only if well developed, such as in certain adults and older children, and 
then only with caution to avoid radial nerve injury. Intramuscular injections should not be made into the 
Iwer and mid-thirds of the upper arm. As with all intramuscular injections, aspiration is necessary to help 
evoid inadvertent injection into a blood vessel. 

Neuroleptic drugs elevate prolactin levels; the elevation persists during chronic administration. Tissue 
culture experiments indicate that approximately one third of human breast cancers are prolactin-dependent 
ia vitro, a factor of potential importance if the prescription of these drugs is contemplated in a patient with 
a previously detected breast cancer. Although disturbances such as galactorrhea, amenorrhea, gyneco- 
mastia, and impotence have been reported, the clinical significance of elevated serum prolactin levels is 
unknown for most patients. An increase in mammary neoplasms has been found in rodents after chronic 
administration of neuroleptic drugs. Neither clinical studies nor epidemiologic studies conducted to date, 
however, have shown an association between chronic administration of these drugs and mammary tumor- 
igenesis; the available evidence is considered too limited to be conclusive at this time. 

Information for Patients—Given the likelihood that some patients exposed chronically to neuroleptics will 

develop tardive dyskinesia, it is advised that all patients in whom chronic use is contemplated be given, if 
possible, full information about this risk. The decision to inform patients and/or their guardians must ob- 
viously take into account the clinical circumstances and the competency of the patient to understand the 
irformation provided. 
Adverse Reactions: Note: Not all of the following adverse reactions have been reported with Navane 
(triothixene) However, since Navane has certain chemical and pharmacologic similarities to the phenothi- 
azines, all of the known side effects and toxicity associated with phenothiazine therapy should be borne in 
mind when Navane is used. 

Cardiovascular effects: Tachycardia, hypotension, lightheadedness, and syncope. In the event hypoten- 
Sian occurs, epinephrine should not be used as a pressor agent since a paradoxical further lowering of blood 
pressure may result. Nonspecific EKG changes have been observed in some patients receiving Navane 
Lokal These changes are usually reversible and frequently disappear on continued Navane therapy. 

he incidence of these changes is lower than that observed with some phenothiazines. The clinical signifi- 
cance of these changes is not known. 

CNS effects: Drowsiness, ve, mild, may occur although it usually subsides with continuation of 
Navane therapy. The incidence of sedation appears similar to that of the piperazine group of phenothiazines, 
but less than that of certain aliphatic phenothiazines. Restlessness, agitation and insomnia have been noted 
with Nayana: Seizures and paradoxical exacerbation of psychotic symptoms have occurred with Navane 
intrequently. 

P Hyperrefexia has been reported in infants delivered from mothers having received structurally related 
rags. 

In addition, phenothiazine derivatives have been associated with cerebral edema and cerebrospinal fluid 
abnormalities 

Extrapyramidal symptoms, such as pseudo-parkinsonism, akathisia, and dystonia have been reported 
Menagement of these extrapyramidal symptoms depends upon the type and severity. Rapid relief of acute 
symptoms may require the use of an injectable antiparkinson agent. More slowly emerging symptoms may 
be managed by reducing the dosage of Navane and/or administering an oral antiparkinson agent 

Persistent Tardive Dyskinesia: As with all antipsychotic agents tardive dyskinesia may appear in some 
patients on long-term therapy or may occur after drug therapy has been discontinued. The syndrome is 
characterized by rhythmical involuntary movements of the tongue, face, mouth or jaw (e.g. protrusion of 
tongue, putting of cheeks, puckering of mouth, chewing movements). Sometimes these may be accom- 
panied by involuntary movements of extremities. 

Since early detection of tardive dyskinesia is important, patients should be monitored on an ongoing ba- 
Sis Ithas been reported that tine vermicular movement of the tongue may be an early sign of the ete hed 
If this or any other presentaticn of the syndrome is observed, the clinician should consider possible discor - 
tinuation o npurolegtie medication. (See Warnings section.) 

Hepatic Effects: Elevations of serum transaminase and alkaline phosphatase, usually transient, hav 3 
been infrequently observed n some patients. No clinically confirmed cases of jaundice attributable to 
Navane have been reported 

Hematologic Effects: As is true with certain other psychotropic drugs, leukopenia and leukocytosis, 
which are usually transient, can occur occasionally with Navane. Other antipsychotic drugs have been as- 
socated with agranulocytosis, eosinophilia, hemolytic anemia, thrombocytopenia and pancytopenia 

Fllergic Reactions: Rash, pruritus, urticaria, photosensitivity and rare cases of anaphylaxis have been 
reported with Navane. Undu2 exposure to sunlight should be avoided. Although not experienced with 
Navane, exfoliative dermatitis and contact dermatitis (in nursing personnel) have been reported with certain 
phenothiazines. 

Endocrine Disorders: Lactation, moderate breast enlargement and amenorrhea have occurred in a small 
percentage of females receiving Navane. If persistent, this may necessitate a reduction in dosage or the 
discontinuation of therapy. Phenothiazines have been associated with false positive pregnancy tests, gy- 
necomastia, hypoglycemia, hyperglycemia, and glycosuria. 

Autonomic Effects: Dry mouth, blurred vision, nasal congestion, constipation, increased sweating, in- 
creased salivation, and impotance have occurred infrequently with Navane therapy. Phenothiazines have 
beem associated with miosis, mydriasis, and adynamic ileus 

Other Adverse Reactions: Hyperpyrexia, anorexia, nausea, vomiting, diarrhea, increase in appetite and 
weicht, weakness or fatigue, polydipsia and peripheral edema. 

A though not reported with Navane, evidence indicates there is a relationship between phenothiazine 
therapy and the occurrence of a systemic lupus erythematosus-like syndrome. 

Ne2uroleptic Malignant Syndrome (NMS): Please refer to the text regarding NMS in the WARNINGS 
section. 

NOTE: Sudden deaths have occasionally been reported in patients who have received certain phenothi- 
azine derivatives. In some cases the cause of death was apparently cardiac arrest or asphyxia due to failure 
of the cough reflex. In others, the cause could not be determined nor could it be established that death was 
due `o phenothiazine administration. 

Dosage: Dosage of Navane should be individually adjusted depending on the chronicity and severity of the 
conaition. See full prescribing information. 

Overdosage: For information cn signs and symptoms, and treatment of overdosage, see full prescribing 
information. 
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Prozac’ 


fluoxetine hydrochloride 


Briet Summary. Consult the package insert f t 
Briel Suman y. package insert for complete prescribing 


Indication: Prozac is indicated tor the treatment of depression. 
Contraindications: None known 


Warnings: Monoamine Oxidase inhibitors-—-Data on the effects of the com- 
bined use of fluoxetine and MAO inhibitors are limited. Their combined use 
Should de avoided. Based on experience with the combined administration of 
MAOIs and tricyclics, at least 14 days should elapse between discontinuation of 
an MAC inhibitor and initiation of treatment with tivoxetine. 

_ Because of the long half-lives of fluoxetine and its active metabolite, at feast 
five weeks (approximately five half-lives of norftucxetine) should elapse between 
discontinuation of fluoxetine and initiation of therapy with an MAOI, Adminis- 
tration of an MAOI within five weeks of discontinuation of fluoxetine may 
increase the risk of serious events, While a causal relationship to fluoxetine has 
not been established, death has been reported to occur following the initiation of 
vao tera shorty after sc omtinuation of uaine 

ash and Accompanying Events-—During premarketing testing of more 
than 5.600 US patients given fluoxetine, approximately 4% developed a rash 
and/or urticaria. Among these cases, almost a third were withdrawn from 
treatment because of the rash and/or systemic signs or loms associated 
with the rash, Clinical findings reported in assocation with rash include fever, 
leukocy'osis, arthralgias, edema, carpal tunnel syndrome, respiratory distress, 
lymphacenopathy. proteinuria, and mild transaminase elevation. Most patients 
improved promptly with discontinuation of fluoxetine and/or adjunctive treat- 
ment with antihistamines or steroids, and all patients experiencing these events 
were reported to recover completely. 

Two patients are known to have developed a serious cutaneous systemic 
iliness. ‘n neither patient was there an unequivocal diagnosis, but one was 
considered to have a leukocytoclastic vasculitis, and the other, a severe 
desquamating syndrome that was considered variously to be a vasculitis or 
erythensa multiforme. Several other patients have had systemic syndromes 
Suggestive of serum sickness. 

hetner the association of rash and other events constitutes a true 
fluoxetiae-induced syndrome, or a chance association of rash with the 
other signs and symptoms of different etiology or pathogenesis, is 
unknowable at this point in the drug's development. 

Reassuring is the knowledge, cited above, that no patient is reported to 
have sustained lasting injury, Even though almost two thirds of those 
developing a rash continued to take fluoxetine without any consequence, 
the physician should discontinue Prozac upon appearance of rash 


Precautions: General— Anxi And Wisomna— Anxiety. nervousness, and 

insomnia were reported by 10% to 15% of patients treated with Prozac 

prese symptoms led to drug discontinuation in 5% of patients treated with 
rozac. 

Altered Appetite and Weight--Significant weight toss. especially in 
underwe-ght depressed patients, may be an undesirable result of treatment 
with Prozac. 

in controlled clinical trials, approximately 9% of patients treated with 
Prozac experienced anorexia. This incidence is snproumalely sixfold that 
seen in placebo controls. A weight toss of greater than 5% of body weight 
occurredin 13% of Prozac-treated patients compared to 4% of placebo and 
3% of tricyclic-antidepressant-treated patients. However, only rarely have 
Prozac patients been discontinued for weight loss. 

Activati f M pomania--During premarketing testing, hypo- 
mania o mania occurred in approximately 1% of fluoxetine-treated 
patients, Activation of mania/hypomania has also been reported in a smail 
proportien of patients with Major Affective Disorder treated with other 
marketed antidepressants. 

r25-~—-Twelve patients among more than 5,000 evaluated worldwide 
in the course of premarketing development of fluoxetine experienced con- 
vuisions {or events described as possibly having been seizures}, a rate of 
0.2% that appears to be similar to that associated with other marketed 
antidepressants. Prozac should be introduced with care in patients with a 
histor y of seizures. 

Suicida—The possibility of a suicide attempt is inherent in depression 
and may persist until significant remission occurs. Close supervision of 
high-risk patients should accompany initial drug therapy. Prescriptions for 
Prozac should be written for the smallest quantity of capsules consistent 
with good patient management, in order to reduce the risk of overdose. 

The bong E panat on Half-Lite of Fluoxetine and its Metabolites— 
Because of the long elimination hall-lives of the parent drug (two to three 
days) and its major active metabolite (seven to nine days), changes in dose 
wil not 3e fully reflected in plasma for several weeks, affecting both 
strategies for titration to final dose and withdrawal from treatment. (See 
Clinical Pharmacology and Dosage and Administration sections) 

Use ic. Patients With Concomitant Iliness— Clinical experience with 
Prozac in patients with concomitant systemic iliness is limited. Caution is 
advisable in using Prozac in patients with diseases or conditions that could 
atfect metabolism or hemodynamic responses 

Fluoxetine has not been evaluated or used tc any appreciable extent in 
patients with a recent history of myocardial infarction or unstable heart 
disease. Patients with these diagnoses were systematically excluded from 
clinical studies during the product's premarket testing, However, the elec- 
trocardiograms of 753 patients who received Prozac in double-blind trials 
were retrospectively evaluated: no conduction ebnormalities that resulted 
in heart biock were observed. The mean heart rate was reduced by approxi- 
mately three beats/min. 

In subjects with cirrhosis of the liver, the clearances of fluoxetine and its 
active metabolite, norfiuoxetine, were decreased, thus increasing the elim- 
ination helf-lives of these substances. A lower or less frequent dose should 
be used im patients with cirrhosis | 

Since f uoxetine is extensively metabolized, excretion of unchanged drug 
in urine is a minor route of elimination. However, until adequate numbers of 
patients with severe renal impairment have been avaluated during chronic 
treatmen: with fluoxetine, it should be used with caution in such patients 


torte ence With Goonitive and Motor Perlarmance — Any Psychoactive 
drug may impair judgment, thinking. or motor sk:lis, and patients should be 


cautioned about operating hazardous machinery. including automobiles. 
until they are reasonably certain that the drug treatment does not affect 
them adversely. 
information tor Patients—~Physicians are advised to discuss the follow- 
ing issues with patients for whom they prescribe Prozac 
Because Prozac may impair judgment, thinking, or motor skills, patients 
should be advised to avoid driving a car or operating hazardous 
machinery until they are reasonably certain that their performance is 
not affected. 
Patien’s should be advised to inform their physician if they are taking or 
pian to take any prescription or over-the-counter drugs or alcohol. 
Patients should be advised to notify their physician if they become 
pregnant or intend to become pregnant during therapy. 
Patients shouid be advised to notify their physician if they are breast 
feeding an infant. 
Patients should be advised to notify their physician if they develop a rash 
or hives. 
Laboratory Tests-—There are no specitic laboratory tests recommended 
Drug ir teractions—Tryptophan—Five patients receiving Prozac in com- 








bination with tryptophan experienced adverse reactions, including agita- 
tion, restlessness, and gastrointestinal distress. 

Monoa Oxidase inhibi ee Warnings. 
aena ea e half-life of concurrently administered diazepam 
may be prolonged in some patients. 

Faentia Effects at Coadministration of Drugs Highly Bound to Plasma 
Protein: ecause fluoxetine is tightly Bound to plasma protein, the 
administration of fluoxetine to a patient taking another drug which is tightly 
bound to protein (eg, Coumadin, digitoxin) may cause a shift in plasma 
concentrations potentially resulting in an adverse eftect Conversely, 
adverse effects may result from displacement of protein-bound fluoxetine 
by other tightly bound drugs 

NS-Acti j4 gs—The risk of using Prozac in combination with other 
CNS-active drugs has not been systematically evaluated Consequently. 
Caution is advised if the concomitant administration of Prozac and such 
drugs is required. 

Flectroconvul sive Therany—There are no clinical studies establishing 
the benefit of fhe combined use of ECT and tluoxetine. A single report of a 
prolonged seizure in a patient on fluoxetine has been reported. 

Carcinogenesis, Mutagenesis, Impairment of Fertility- There is no evi- 
cence of carcinogenicity, mutagenicity. or impairment ot fertility with 

rozac. 

The m administration of fluoxetine to rats and mice tor two years at 
levels equivalent to approximately 7.6 and 9.0 times the maximum human 
dose (80 mg) respectively produced no evidence ot carcinogenicity. 

Fluoxetine and noriuoxetine have been shown to have no genotoxic 
effects based on the following assays~bacteriai mutation assay, DNA repair 
assay in cultured rat hepatocytes, mouse lymphoma assay, and in vive 
sister chromatid exchange assay in Chinese hamster bone marrow cells 

Two fertility studies conducted in rats at doses of approximately five and 
nine times the maximum human dose i80 mg) indicated that fluoxetine had 
no adverse effects on fertility. A slight decrease in neonatal survival was 
noted, but this was probably associated with depressed maternal food 
consumption and suppressed weight gain. 

Pregnancy- Teratogenic Effects-—-Pregnancy Category B-—~Repro- 
duction studies have been performed in rats and rabbits at doses nine and 
11 times the maximum daily human «ose {80 mg) respectively and have 
revealed no evidence of harm to the fetus due to Prozac. There are, however, 
no adequate and well-controlled studies in pregnant women. Because 
animal reproduction studies are not always predictive of human response, 
this drug should be used during pregnancy only if clearly needed 

Labor and Delivery—The effect cf Prozac on labor and delivery in 
humans is unknown 

Nursing Mothers -Itis not known whether and, if So, in what amount this 
drug or its metabolites are excreted in human milk. Because many drugs 
ate excreted in human milk, caution should be exercised when Prozac is 
administered to a nursing woman. 

wane in Children— Satety and effectiveness in children have not been 
studie 

Use in the Efderly— Prozac has not been systematically evaluated in older 
patients: however, several hundred ederly patients have participated in 
Clinical studies with Prozac, and no unusual adverse age-related phenom- 
ena have been identified. However, these data are insufficient to rule out 
possible age-related differences during chronic use, particularly in elderly 
patients who have concomitant systemic illnesses or who are receiving 
concomitant drugs. 















Adverse Reactions: Commonly Observed—The most commoanty observed 
adverse events associated with the use of Prozac and not seen at an 
equivalent mcidence among placebo-treated patients were: nervous sys- 
tem complaints, including anxiety, nerwousness, and insomnia: drowsiness 
and fatigue or asthenia: tremor. sweating, gastrointestinal compiamnts, 
including anorexia, nausea, and diarrhea; and dizziness or light- 
headedness. 

Associated With Discontinuation af Treatment—Fitteen percent of 
approximately 4,000 patients who received Prozac in US premarketing 
Clinical trials discontinued treatment due to an adverse event. The more 
common events causing discontinuation included: psychiatric (5.3%). 
primarily nervousness, anxiety. and insomnia, digestive (3.0%). primarily 
nausea: nervous system (1.6%). primarily dizziness: body as a whole 
(1.5%). primarily asthenia and héadache: and skin (1.4%), primary rash 
and pruritus. 

Incidence in Controlled Clinical Trials— Table 1 enumerates adverse events 
that occurred at a frequency of 1% or more among Prozac patients who 
participated in controlled trials comparing Prozac with placebo. The prescriber 
shouid be aware that these Tiparas cannot de used to predict the incidence of side 
effects in the course of usual medica! practice where patient characteristics and 
other factors difter from those which prevailed in the clinical trials. Similarly, the 
cited frequencies cannot be compared with figures obtained from other clinical 
investigations involving different treatments, uses, and investigators. The cited 
figures, however, do provide the prescribing physician with some basis for 
estimating the relative contribution of drug and nondrug factors to the side- 
effect incidence rate in the population studied, 


Other Events Observed During the Psemarketing Evaluation of Prozac— 
During clinical testing in the US. multiple doses of Prozac were adminis- 
tered to approximately 5.600 subjects. Untoward events associated with 
this exposure were recorded by clinical investigators using descriptive 
terminology of their own choosing. Consequently, it is not possible to 
provide a meaningful estimate of the praportion of individuals experiencing 
adverse events without first grouping similar types of untoward events into 
a limited (ie. reduced) number of standardized event categories 

in the tabulations which follow, a standard COSTART Dictionary termi- 
nology has been used to classify repor ied adverse events. The trequencies 
presented, therefore, represent the proportion of the 5.600 Prozac- 
exposed individuals who experienced an event of the type cited on at least 
ane occasion while receiving Prozac All reported events are included 
except those already listed in tables, those COSTART terms so general as to 
be uninformative, and those events where a drug cause was remote. It is 
important to emphasize that, although the events reported did occur during 
treatment with Prozac, they were not necessarily caused by it 

Events are further classitied within body system Categories and enumer- 
ated in order of decreasing frequency using the following definitions: 
frequent adverse events are defined 25 those occurring on one or more 
occasions in at least 1/100 patients: intrequent adverse events are those 
Occurring in 1/100 to 1/1,000 patients rare events are those occurring in 
tess than 1/1000 patients. 

Body as a Whole--Frequent: chills: 


Cardiovascular System—-infrequent: angina pectoris, arrhythmia. hem- 
orrhage, hypertension, hypotension, migraine, postural hypotension, syn- 
cope, and tachycardia; Rare: AV biock (first-degree), bradycardia, 
bundle-branch block, cerebral ischemia, myocardial infarct, throm- 
bophtebitis, vascular headache, and ventricular arrhythmia 

Digestive System-—frequent: increased appetite; Infrequent: aphthous 
stomatitis. dysphagia, eructation. esophagitis. gastritis. gingivitis, glossi- 
tis, liver function tests abnormal. meena, stomatitis, and thirst; Rare: 
bloody diarrhea, cholecystitis, cholelitsiasis, colitis, duodenal ulcer. enter 
itis, fecal incontinence. hematemesis. hepatitis. hepatomegaly, hyper- 
chlorhydria, increased salivation, jaundice, iver tenderness, mouth 
ulceration. salivary gland enlargement, stomach ulcer, tongue discol- 
oration, and tongue edema 


Prozac® (fluoxetine hydrochloride, Dista) 





TABLE 1. TREATMENT-EMERGENT ADVERSE EXPERIENCE INCI 
IN PLACEBO-CONTROLLED CLINICAL TRIALS pieces 








Percentage of Percen 
Patients Reporting Patients f 
Event ey 
Body System. Prozac Placebo Body System Prozac 
Adverse vents (N= 1,730) {N= 799) Adverse Event* {N= 1,730) 
Nervous Body as a Whole 
Headache 20.3 15§ Asthenia ad 
Nervousness, 49 5 intection, viral 34 
insomnia 13.8 74 Pain, imb 16 
Drowsiness 11.6 63 Fever 14 
Aamety 94 Ss Pain, chest tg 
Tremor 79 24 Allergy 12 
pizmess $ i 33 influenza 12 
igue tt P 
Sedate 19 gy» Rapha 
deturbance WW 20 aspirator y 
aan ecg OA 
de a 
ligne 16 syndrome 28 
headedness 1.6 = fharyngrtis H 
Concentration, ‘congestion A6 
lecreased 15 od Headache. 
Digestive sinus 23 
fausea 21.1 ww Sinusitis 21 
Diarrhea 12.3 70 Cough 16 
Mouth Dyspnea 14 
dee FE oo Cardiovascular 
Danai er 13 Hot flushes 18 
Constipation 45 33 Palpitations t 
Pam, Musculoskeletal 
abdominal 34 29 Pain, back 20 
Vomiting 24 13 Pain, joint 12 
Este chango 18 os Pain, muscle 12 
latulence 16 11 i 
Gastroenteritis 10 ta mr fctrvation, 
Skin and pantu 19 
Appendages Sexual 
Sweating, dysfunction 19 
excessive 8.4 38 Frequent 
Rash 27 1B micturition 16 
Prurstus 24 14 Urinary tract 
infection 12 
Special Senses 
Vision 


disturbance 28 





“Events reported by at east 1% of Prozac patients are included 
-incidence less than 1%. 


‘i Endocrine System—~infrequent: hypothyroidism: Rare: goiter and 
yroidism 
ic and Lymphatic System—/nfrequent: anemia and jymphac 

athy: Rare: bleeding time increased. blood dyscrasia, leukopenia 
phocytosis. petechia, purpura, sedimentation rate increased. and t 
bocythemia 

Metabolic and Nutritional—Frequent weight loss; Infrequent. 
alized edema, hypoglycemia, Peripheral edema, and weight gain: 
dehydration, gout, hypercholesteremia, hyperglycemia, hypertir 
hypoglycemic reaction, hypokalemia, hyponatremia, and iron defi 
anemia 

Musculoskeletal System—infrequent: arthritis, bone pain, bu 
tenosynovitis. and twitching: Aare: bone necrosis, chondrodyst 
muscle hemorrhage. myositis, osteoporosis, pathological fracturi 
rheumatoid arthritis 

Nervous System—Frequent: abnorma! dreams and agitation: 
quent. abnormal gait, acute brain syndrome, akathisia, amnesia, a 
ataxia. buccogiossal syndrome, CNS stimulation. convulsion. delu 
depersonalization, emotional lability, euphoria, hallucinations, ho: 
hyperkinesia, hypesthesia, incoordination, fibido increased, manic 
tion, neuralgia, neuropathy, paranoid reaction. psychosis. and ve 
Rare: abnormal electroencephaiogram. antisocial reaction, chronic 
Syndrome, circumoral paresthesia, CNS depression, coma, dysar 
dystonia, extrapyramidal syndrome, hyper tonia, hysteria. myoctont 
stagmus, paralysis, reflexes decreased. stupor, and torticollis 

Respiratory System—frequent: bronchitis, rhinitis, and yawn, 
quent: asthma, epistaxis, hiccup, hyperventilation, and pneumonia: 
apnea. hemoptysis, hypoxia, larynx edema, lung edema, tung fib 
alveolitis. and pleural effusion 

Skin and Appendages—infrequent: acne, alopecia, contact derm 
dry skin, herpes simplex, maculopapular rash, and urticaria: 
eczema, erythema multiforme, fungal dermatitis, herpes zoster, hirst 
psoriasis, purpuric rash, pustular rash, seborrhea, skin discoloration 
hypertrophy, subcutaneous nodule, and vesiculobullous rash. 

Special Senses infrequent ambylopia, conjunctivitis, ear pair 
pain, mydriasis, photophobia, and tinnitus: Aare: blepharitis. cat: 
corneal lesion, deatness, diplopia, eye hemorrhage, glaucoma. iritis 
sis, Strabismus, and taste loss 

Urogenital System—infrequent; abnormal ejaculation, amenor 
breast pain, cystitis, dysuria, fibrocystic breast, impotence, feukor 
menopause, menorrhagia, ovarian disorder, urinary incontinence, u! 
retention. urinary urgency, urination impaired, and vaginitis, Rare. 
tion, albuminuria, breast enlargement. dyspareunia, epididymitis, t 
lactation, hematuria, hypomenorrhea, kidney calculus, metrorrt 
orchitis. polyuria, pyelonephritis. pyuria. salpingitis, urethra! pain 
thritis, urinary tract disorder, urolithiasis, uterine hemorrhage, u 
spasm, and vaginal hemorrhage. 


Overdosage: Human Experience--As of December 1987. there wer 
deaths among approximately 38 reports of acute overdose with fluox 
either aione or in combination with other drugs and/or alcohol, One 
involved a combined overdose with approximately 1.800 mg of fluo: 
and an undetermined amount ot maprotitine. Plasma concentratic 
fluoxetine and maprotiline were 4.57 mg/L and 4.18 mg/l. respectiv 
second death involved three drugs yielding plasma concentratio 
follows: fluoxetine, 1.93 mg/L: nortiuoxetine, 1.10 mg/L; codeine. 
mg/L: temazepam, 3.80 mg/L 

One other patient who reportedly took 3.000 mg of fluoxetine e; 
enced two grand mal seizures that remitted Spontaneously without sp 
anticonvulsant treatment (see Management subsection), The z 
amount of drug absorbed may have been iess due to vomiting 

Nausea and vomiting were prominent in overdoses involving t 
fluoxetine doses. Other prominent symptoms of overdose included . 
tion, restlessness, hypomania, and other signs of CNS excitation. E 
for the two deaths noted above. all other overdose cases recovered wi 
residua 
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COUNCIL ON INTERNAL 


Boris M. Astrachan 
Mildred Mitchell-Bateman 
Arthur T. Meyerson 

Joseph T. English 
Robert W. Gibson 
Boris M. Astrachan 
George Wilson 


ORGANIZATION Ronald A. Shellow 
Arrangements Kathleen Bell Unger 
Scientific Program Allan Tasman 

Film Bernard Martin Morenz 

Scientific and Educational Exhibits Jean Patricia Goodwin 

Video Donald Carl Fidler 


Wandal W. Winn 
Alan I. Levenson 


Information Systems 
Grants and Awards 
Foundations’ Fund Prize for Research in 


Psychiatry Ira D. Glick 


Advertisers and Exhibitors 
Telemedical Services 
History and Library 
Exhibits Advisory 

Friends of the APA 

PIA Foundation Hospital Research Awards 


COUNCIL ON INTERNATIONAL 


Henry H. Work 

Jane H. Preston 

Lucy D. Ozarin 

Joseph H.B. Honnigford 
Evelyn P. Ivey-Davis 
H. Richard Lamb 


AFFAIRS Harold M. Visotsky 
Abuse and Misuse of Psychiatry and 
Psychiatrists Michael R. Zales 


Jorge A. Costa e Silva 
Lawrence Hartmann 
Eric A. Plaut 


Inter-American Council Liaison 

Human Rights 

Problems of Americans Overseas 

Psychosocial Aspects of the Middle 
East Process 

International Education 

Joint Meeting in China 

World Psychiatric Association Regional 
Symposium 

Terrorism 


COUNCIL ON MEDICAL EDUCATION 
AND CAREER DEVELOPMENT 

Administrative Psychiatry 

Medical Student Education 

Graduate Education 

Continuing Education 

Consultation-Liaison Psychiatry and 
Primary Care Education 

Impaired Physician Robert W. McDermott 

Communication Between APA and ABPN Richard I. Shader 

Recertification foe P. Tupin 

Independent Study Keith Hadley Johansen 

PKSAP-VI Gordon Darrow Strauss 

Residents Henry Carl Emmons 

Post Residency Fellowship Programs George H. Pollock 

APA/Burroughs Wellcome Fellowship Roger Peele 


George Tarjan 
Normund Wong 
Herbert Pardes 


Robert E. Hales 
Louis J. West 


Joel Yager 

Stephen L. Rachlin 
Leah Joan Dickstein 
Stefan P. Stein 

John W. Goethe 


Troy L. Thompson Il 


APA/Mead Johnson Fellowship 

Minority Fellowship Program 

Psychiatric Leadership in Public Mental 
Health Programs 

Education Activities for DSM-III-R 


COUNCIL ON NATIONAL AFFAIRS 
Abuse and Misuse of Psychiatry in U.S. 
Asian-American Psychiatrists 
Black Psychiatrists 
American Indian and Alaskan 

Native Psychiatrists 
Foreign Medical Graduates 
Religion and Psychiatry 
Hispanic Psychiatrists 
Women 
Gay, Lesbian, and Bisexual Issues 
Occupational Psychiatry 
Psychiatric Aspects of AIDS 
Psychological Aspects of Nuclear Arms 


James T. Barter 
Charles A. Pinderhughes 


Robert L. Leon 
Michael A. Fauman 


Lindbergh S. Sata 
Roger Dale Walker 
Joyce S. Kobayashi 
Ernest A. Kendrick 


Linda K. Cross 
Walter Weintraub 
Marc Galanter 
Eduardo R. Val 
Nada Logan Stotland 
James Paul Krajeski 
Duane Q. Hagen 
Stuart E. Nichols, Jr. 


Development Judith E. Lipton 
Victimization Martin Symonds 
COUNCIL ON PSYCHIATRIC 

SERVICES J. Frank James 
Federal Government Health Services William B. Hunter III 
Alcoholism Richard J. Frances 


William R. Dubin 
Edward Kaufman 
Arthur T. Meyerson 
Ernest W. Klatte 
Mark A. Gould 


H. Richard Lamb 


Clinician Safety 

Drug Abuse 

Rehabilitation 

State Mental Health Systems 

American Hospital Association 

Functions of the Hospital and Community 
Psychiatry Service, Journal, and Institute 

Institute on Hospital and Community 
Psychiatry Program 

Psychiatric Services for Mentally Retarded/ 
pre) Disabled Adults 

Chronically Mentally Ill 

Veterans Administration Affairs 

Private Practice 

Jails and Prisons 

Psychiatric Services in the Military 


Leonard I. Stein 


Ludwik S. Szymanski 
David L. Cutler 
Frederick G. Guggenheim 
Boris G. Rifkin 

Henry C. Weinstein 
Leonora K. Petty 


Marcia Kraft Goin 


Practice of Psychotherapy 
Haroutun Babigian 


Practice Issues in Organized/Managed Care 


COUNCIL ON PSYCHIATRY AND LAW Howard V. Zonana 


Confidentiality Aron S. Wolf 
Treatment Records in Child Custody 
Disputes Carl P. Malmquist 


Psychiatric Diagnoses in the Courts Seymour L. Halleck 
COUNCIL ON RESEARCH 

Use of Laboratory Tests in Psychiatry 
Electroconvulsive Therap 

Long-Term Effects of Lithium on Kidney 
Treatments of Psychiatric Disorders 
Tardive Dyskinesia 

Psychosocial Treatment Research 
Prevention Research 

Biographical Directory 

Benzodiazepine Dependency 

Psychiatric Diagnosis and Assessment 
Research on Psychiatric Treatments 
DSM-IV 


John E. Adams 
Alexander H. Glassman 
Richard D. Weiner 
George R. Heninger 
T. Byram Karasu 
John Michael Kane 
John P. Docherty 
Robert M. Rose 
Robert Alan Dorwart 
Carl Salzman 

Layton McCurdy 
John M. Kane 

Allen J. Frances 


COMMISSION ON JUDICIAL ACTION 
CONSULTATION SERVICE BOARD 
ETHICS APPEALS BOARD 


Paul Appelbaum 
Dave M. Davis 
Elissa P. Benedek 


JOINT COMMISSION ON PUBLIC 
AFFAIRS Harvey L. Ruben 
JOINT COMMISSION ON GOVERNMENT 
RELATIONS John J. McGrath 
SPECIAL COMPONENTS 
Investment Advisory Committee 
Long-Range Planning Committee 
Executive Compensation Committee 
Work Group on Federal Government 
Organizational Structure 
Work Group on Codes and 
Reimbursement 


Frederick Amling 
Robert O. Pasnau 
William L. Webb, Jr. 
Daniel X. Freedman 


Chester W. Schmidt, Jr. 





Coming in the January 1989 issue of 
THE AMERICAN JOURNAL OF PSYCHIATRY 


A Biological Perspective on Empathy 
By Leslie Brothers 


Melancholia: From DSM-III to DSM-III-R 
By Mark Zimmerman and Robert Spitzer 


The Making of the Psychiatrist-Executive 
By Michael A. Silver and Luis R. Marcos 
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antipsychotic 
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can live with. 


S mesoridazine it il 


C000 


Tabists: 10, 25, 50 and 100 mg 


mesoridazine) besylate tablets USP 
mesoridazine) besylate Injection USP 
mesoridazine) besylate oral solution USP 


Brief Summary of Prescribing Information 


Contraindications: As with other phenoriean Serentli® (mesoridazing) is contra- 
indiceted in severe central nervous system depression or comatose states from any 
cause. Serenti is contraindicated in Individuals who have previously shown hypersen- 

sitivity to 
gy 1o Ihe dg ocular changes have not to date been related to Serenti® 
(moror onli one should be aware that such changes have been seen with other drugs 
Because of possible hypotensive effects, reserve parenteral administration for bedfast 

nte a nuan caspa, and keep patient tying down for at least one-half 

r after 
Leukopenla and/or Hikaka araa tek been attributed to othlazine therapy. A 
single case of transient granu ta has been with Serenti. Since 
convulsive selzures have been ‘ed, patients recevir teachers 
men 


ptic di elevate ato pragen ee ina ala m raksts d uring chronic 
administration. ts Indicate that approximately one-third of human 
Bead cance ae POEN dependent in vitro, a factor of potential importance if the 
prescription of theese drugs is contemolated In a a previously detected a 
cancer, disturbances such as , amenorrhea, gynecomastia, an 
have been reported, the clinical significance of elevated serum prolactin kwis 
is unknown for most patients. An increase In mammary neoplasms has been found in 
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a une Taa te be conclusive at this time. peace y 
fardive Dyskinesia: Tardive dyskinesia, a syndrome consisting of potential 
pete. dyskinetic movements may develop in patients treated with 
neurcleptic ( ) drugs. Although the prevalence of the syn 
be highest among the 
Sie te akan onih rese e aera ced ae 
‘ential to cause 
alg care aah By mame and the likelihood thet it wil become ireversible 
are belleved to Increase as the duracion of treatment and the total cumulative dose of 
neurcleptic drugs administered to tha t Increase, However, the syndrome can 
develop, athough much less commonly, afta relatively bref treatment periods at low 
There is no known treatment for established cases of tardive dyskinesia, although the 


amann may emit, anla Biel are ODS Seay ae eae 
ice} treatment, fi h suppress (or partially suppress $i 
si the aha mask the underlying disease 


of he and the may possibly 
process. The effect that symptomatic suppression has upon the long-term course of the 
pome fs unknown. 


iven these considerations, neuroleptics = roar Ca ine manner that te most 
Chranic neuroleptic treatment 


sepia iat nical ; Scud ba ht. The nead for continued 
a Batisfactory clinical response soug! e ni 
n shouid should be reassessed d 


treatment ically. 
Ht al ptoms of tardive dys<inesia appear in a patient on neuroleptics, di 
Bae Lani Enoe be Cioni. However, some patiente may require teatme 
despite the presence of tha syndrome. 
piers) abo tho descriptor OE are Gyakingsia arid. Re clinical 
, please reter to riena NAGS) eNe irora 
Mafignant Syndrome e (NMS) A paata fata ptom complex sometimes 
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When e ts are participating In activities uring compiste mental alertness (6.9. 
Whee patiente aro participating In act ee lazines cautiously and to Increase 


Tice A. The pne saty o t of bh drus pregnancy has not been established; 

hence, it should be given only when benefits to be derived from treatment 
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Usage in Children: The use of Serenti (nesoridazine) In chikdren under 12 years of age ts 

not ln shou be aldo the ec at phe for fet use have not ibis polenta 

Attention should phenothlazines are ae 

cent-al nervous system depressants (6.9., anesthetics, oplates, alcohol, etc.) as well as 
8. 
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Exception ol a aw (nghy and motorie electe) which occirmd jatar Hse 
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those patiente who received relativel doses in treatment. Clinical data showed 
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base Parkinson's rome, dizziness, weakness, tremor, 
ia, me motoric reactions (optsthotonos) 


Autonome Nervous System: Dry mouth, nausea and vomit . stuffy nose, 
photaphobla, constipation and lurred vision have occurred iat 
peniconey.< p ejaculation, Impotence, enuresis, Incontinence have 


effects have varied with the different phenothiazines. The 

the following have occured- Wil one or nts phenoiitazinag end Bhould ba Corsidërsd 

SO ana A hess drugs 1 used: 
Reactions: obsti 


Autonome pation, anorexia, paralytie il ileus. 
Cutaneous Reactions: Erythema, extoliative dermatitis, contact dermatitis. 

Dyscrasias: Ag Is, leuko eosincphilla, thrombocytopenia, anemia, 
aptastic anemia, pancyt 
Afergic Reactions: A A enema; angioneurotic edema, asthma. 
Hepatotoxicity: 
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Extrapyramidal Symptoms: Akathisla, agitation, motor restlessness, dystoni 
trismus, torticolf's, opisthotones, oculogyric c crises, remor, muscular idity, akinesia. 
Tardive Dyskinesia: Cnronic use of neuroleptics may be associated the develop- 
mong ot tardive dyskinesia, The safent estes tts syndrome ae described I 
the Warnings section and be! 
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involve the tongue, face, mouth, A aw Ik Derimonat bo orcs iter 
i ), trunk and extremities. The 


Endocrine ; Menstrual iraguiartties, akered libido, gynecomastia, lactation, 
T Barera Paaren aniran aa eer ii 


Urinary Retention, ir 

Others: H a. Beh EAr e ape t paradoxical reaction have been 

reported ie en bizarre 8, aggravation of psychoses and toxic 

conusional states. Mare recentiy, @ peculiar skin-aye 8 syndrome has been recognized as 

a sice effect following long-term treatment reaction is marked 
Scegiensive MOmento of arvaa O Mo aki or con by 


ration of the exposed sclera and comea. Opec 
described as irregular or stellate In shape have also been reported. Systemic kupus 
panemata ae 
ow g 
Tablets: , 25 mg, 50 ee 100 ma mosorcazine (as the Desylata):Bottlas.of 100; 
Ameuts: 1 m (25 meso! azine [as the besylate Boxes of 20 
Concentrate: £5 mo ia soca A (as the ate’ mi, alcohol, USP. 0.61% 








by volume. Immediate contalners: Amber glass bottles af 4 Gz (118 m) packaged in 
cartons of 12 P re Ge Pa Opper Qraciatgd o deliver 10 mg, 25 mg 
and 50 mg of mesoridazine (as the 
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An ideal we inspire to at HCA 
Psychiatric Company. One so impor- 
tant that we have incorporated it into 
our company’s objectives. 


To complement our growth in new 
hospitals, residential treatment pro- 
grams and outpatient services, HCA 
Psychiatric Company is looking for 
highly qualified psychiatrists — 
recently out of training or in mid- 
career — to affiliate with the nation’s 
leading health care company. 


Our physician-directed programs 
remain at the forefront in providing 
excellent, competively priced mental 
health services. Our affiliated hospitals 
are locally governed and, through our 
Medical Directors’ Advisory Commit- 
tee, we encourage physician input and 


The physician’s choice. 


HCA Psychiatric 


enhance our company’s responsiveness 
to your needs. 


All of the opportunities available 
through the HCA Psychiatric 
Company offer attractive compen- 
sation and benefits packages. 

Our nationwide network of more 
than 65 affiliated psychiatric and 
chemical dependency facilities 
represent treatment programs, 
requiring specialties from childhood/ 
adolescent to geriatrics. 


We will help link you with an 
existing practice or help you develop 
a rewarding new private practice. 
HCA Psychiatric Company can direct 
you to markets where more than 

50 percent of our patients ask for 
physician referral. 






ompany 





(Lt) Martin H. Stein, M.D., HCA Dominion Hospital. 
James K. Don, president, HCA Psychiatric Company, 


Simply put, you can not find higher 
quality psychiatric services or more 
advanced facilities than those 
affiliated with HCA. And no one 
can offer you a more successful 
professional introduction to a new 
community. 


For more information about our wide 
range of practice opportunities contact 
Richard O’Donnell, HCA Psychiatric 
Company, One Park Plaza, PO. Box 550, 
Nashville, TN 37202-0550. Or call 
1-800-251-2561 or 1-800-342-2110 in 


Tennessee. 


HCA company 





Nicolet BEAM’ 


From sight...to insight. 


Nicolet BEAM is the comprehensive 
neurodiagnostic system that utilizes 
a unique standardized protocol to 
help assure maximum objectivity. 
This systematic approach to electro- 
physiology carries over to the entire 
process of obtaining, displaying and 
analyzing EEG and evoked potential 
data. 

Outstanding among its features is 
the comprehensive and reliable data 
base of brain function recorded 


Nicolet Biomedical Instruments 


from hundreds of certifiably healthy 
individuals, BEAM gives you instant 
access to data, letting you compare 
patients to well-defined, age-matched 
groups, including children at key 
developmental stages. The result: 
confidence in your clinical judge- 
ments—only from BEAM. 

The computational power of the 
BEAM system is so powerful that 
previously difficult analyses are 
accomplished in seconds. 

Each system includes the necessary 
hardware and software, including 


Subsidiary Offices: Canada, France, Japan, The Netherlands, United Kingdom and West Germany 


BEAM® is a registered trademark of Nicolet Instrument Corporation 





data base, powerful minicomputers, 
touch-screen monitor and mouse. 
Marketing service and support, plus 
additional stimulators for traditional 
evoked potential data gathering are 
available. 

The Nicolet BEAM. It doesn’t 
replace EEG— it is EEG. For more 
information, call or write today. We'l 
take you from sight .. . to insight. 


Toll Free 1-800-356-0007. 


Nicolet 


INSTRUMENTS OF DISCOVERY 








Thank you, doctor, for helping us give Tommy the care he needed. Your 
referral to the St. Francis Homes was just the right prescription for our 
troubled son. His stay at St. Francis combined with your aftercare was 
exactly the right medicine. 


Thanks to you and St. Francis, Tommy is a changed young man. After 
just a year in their therapy program and under their full-time supervision, 
Tommy is no longer the hostile and rebellious teenager we saw hanging 
around with the wrong crowd and getting deeper and deeper into trouble. 


Thanks to you, we found a way to help a boy who didn’t want to be 
helped. We’re now a family once again. 


Jon B. Holman, M.D., Kansas 
Arthur Kornhaber, M.D., New York 
For information and referral, contact: 
Richard W. Burnett, ACSW 

Box 1340 

Salina, Kansas 67402-1340 

Call Toll Free — 1-800-423-1342 

In New York — 1-800-822-4363 

In Kansas — 913-825-0541 


Ellsworth, KS ® Salina, KS *° Lake Placid, NY © JCAHO Accredited © CHAMPUS Certified 
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For free listing of your organization’s official annual or regional meeting, please send us the following information: sponsor, 
location, inclusive dates, type and number of continuing education credits (if available), and the name, address, and telephone 
number of the person or group to contact for more information. AlE notices and changes must be received no later than 120 
days before the first day of the month of desired publication and should be addressed to Calendar, American Journal of . 
Psychiatry, 1400 K St., N.W., Washington, DC 20005. Because of sace limitations, only listings of meetings of the greatest 


interest to Journal readers will be included. 


FEBRUARY 


February 3, Harvard Medical School and Cambridge Hos- 
pitaPs conference on Suicide, Boston, Massachusetts. Con- 
tact Judy Reiner Platt, Department of Psychiatry, The Cam- 
bridge Hospital, 1493 Cambridge Street, Cambridge, MA 
02139; 617-864-6165. 


February 17-20, Annual Meeting of the American Associa- 
tion for Getiatric Psychiatry, Orlando, Florida. Contact 
Lawrence W. Lazarus, M.D., President, AAGP Central Of- 


fice, P.O. Box 376A, Greenbelt, MD 20770; 301-220-0952. 


February 24—25, annual symposium, Orange County Insti- 


tute for Short-Term Dynamic Psychotherapy, Orange, Cali-’ 


fornia. Contact Noel D. Drury, M.D., 400 Newport Center 
Drive, Suite 706, Newport Beach, CA 92660; 714-720- 
0666. 


MARCH 


March 8-10, St. Joseph’s Mental Health Center’s seminar, 
“Ethical and Legal Issues in Psychiatric Medicine,” Tampa, 
Florida. Contact Kathy Connoll Baker or Sandra S. Mutolo, 
Consultation and Education Services, St. Joseph’s Mental 
Health Center, P.O. Box 4227, Tampa, FL 33677-4227; 
813-870-4300. 


March 10-11, Harvard Medical School and Cambridge 
Hospital’s conference on Treating the Addictions, Boston. 
Contact Judy Reiner Platt, Department of Psychiatry, The 
Cambridge Hospital, 1493 Cambridge Street, Cambridge, 
MA 02139; 617-864-6165. 


March 10-12, The Montreal General Hospital’s Audiovisual 
Symposium on Basic Principles and Technique of Intensive 
Short-Term Dynamic Psychotherapy, Montreal. Contact T. 
Said, M.D., Department of Psychiatry, Montreal General 


Hospital, 1650 Cedar Avenue, Montreal, Quebec H3G 1A4; 
514-934-8013. 


` March 16—18, Sixteenth Annual Conference and Medical 


Research Symposium, New York Branch of The Orton Dys- 
lexia Society, New York. Contact the N.Y. branch of The 
Orton Dyslexia Society, 80 Fifth Avenue, New York, NY 
10011; 212-691-1930. 


March 17-21, Seventh World Congress of the World Asso- 
ciation for Dynamic Psychiatry, XX International Sympo- 
sium of the German Academy for Psychoanalysis, Berlin. 


“Contact Deutsche Akademie für Psychoanalyse, Wieland- 


strasse 27/28, D-1000 Berlin 15, West Germany; 030-881- 
805). 


March 28-29, annual meeting, National Health Council, 
Baltimore. Contact Edward H. Van Ness, Executive Vice- 
President, National Health Council, 622 Third Avenue, 34th 
Flocr, New York, NY 10017-6765; 212-972-2700. 


March 29—April 1, Seventh Annual Symposium in Forensic 
Psychiatry, American College of Forensic Psychiatry, San 
Diego. Contact Ed Miller, Executive Director, 26701 Quail 
Creek, Suite 295, Laguna Hills, CA 92656; 714-831-0236. 


March 31—April 4, 66th Annual Meeting, The American Or- 
thopsychiatric Association, New York. Contact Terri Thal, 
The American Orthopsychiatric Association, Inc., 19 West 
44tk Street, Suite 1616, New York, NY 10036; 212-354- 
577). 


AFRIL 


Apr: 27-30, 62nd Annual Meeting, The American Associ- 
ation’ for the History of Medicine, Birmingham, Alabama. 
Contact Bill Weaver, Box 700, University of Alabama-Bir- 
mingham, Birmingham, AL 35294; 205-934-2792. 





His antidepressant has given 
him a “drinking” problem. 


Dry mouth is driving him to drink...glass after glass of water. A switch to 
PAMELOR could lessen the frequency of this anticholinergic side effect. 


AMELOR can also lessen the 

frequency of blurred vision, 
urinary retention, and other anti- 
cholinergic side effects. These 
side effects are rele kaved? uncom- 
mon'” with PAMELOR. 

Moreover, the favorable side 
effect profile of PAMELOR pro- 


duces little daytime sedation'® 


and little orthostatic hypoten- 
sion.’ 
ence is really felt only where you 
want it—in its effectiveness as an 
antidepressant. Effectiveness 


For Brief Summary, please see following page. 


© 1987 Sandoz Pharmaceuticals Corporation 


* So the PAMELOR pres- 


equal to that of amitriptyline.’ 
Because of anticholinergic activ- 
ity, PAMELOR should be used with 
caution in patients who have glau- 
coma or a history of urinary reten- 
tion. PAMELOR may impair the 
mental and/or physical abilities 


required for the performance of 


hazardous tasks, such as operat- 
ing heavy machinery or driv- 
ing a car; therefore, 
the patient should be 
warned accordingly. As 
with all antidepres- 


PAM-1087-13R 


sants, patients with cardiovascular 
disease should be given PAMELOR 
only under close supervision 
because of the tendency of the 
drug to produce sinus tachycardia 
and to prolong conduction time. 


PAMELOR 
(nortriptyline HCl) 


The active metabolite of amitriptyline 





(nortriptyline HCl) 


The active metabolite of amitriptyline 
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10 mg/5 mL 
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and alcohol 4% 
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All the efficacy of amitriptyline’ and 


e low incidence of anticholinergic side effects'” 


e little daytime sedation'” 


e low incidence of orthostatic hypotension'*** 


References: 1. Thompson TL II, Thompson WL: Treating depression: Tricy- 
clics, tetracyclics, and other options. Modern Medicine 1983;51(August):87- 
109 2. Georgotas A: Affective disorders: Pharmacotherapy, in Kaplan HI, 
Sadock BJ (eds): Comprehensive Textbook of Psychiatry IV Baltimore, Wil- 
Jams & Wilkins, 1985. vol 1, pp 821-833. 3. Bye C, Clubley M, Peck AW. 
Drowsiness, impaired performance and tricyclic antidepressant drugs. Br J 
Slin Pharmacol 1978,6:155-161. 4. Kupter DJ, Spiker DG, Rossi A, et al 
Nortriptyline and EEG sleep in depressed patients, Biol Psychiatry 
1982:17:535-546. 5. Blackwell B, Peterson GR, Kuzma Ru, et al: The effect of 
‘ive tricyclic antidepressants on salivary flow and mood in healthy volunteers, 
Communications in Psychopharmacol 1980,4:255-261. 6. Roose SP Glass- 
nan AH, Siris SG, et al: Comparison of imipramine- and nortriptyline- 
nduced orthostatic hypotension: A meaningful difference. J Clin 
Psychopharmacol 1981,1.316-319. 7. Baldessarini RJ: Drugs and the treatment 
3t psychiatric disorders, in Gilman AG. Goodman LS, Rall TW, et al (eds). 
3oodman and Gilman's The Pharmacological Basis of Therapeutics, ed 7. 
New York, Macmillan Publishing Co, 1985, pp 413-423. 8. Thayssen P Bjerre 
M., Kragh-Sorensen Pet al. Cardiovascular effects of imipramine and nortrip- 
yline in elderly patients. Psychopharmacology 1981,74:360-364. 9. Ziegler 
4E, Clayton PJ, Biggs JT: A comparison study of amitriptyline and nortripty- 
‘ine with plasma levels. Arch Gen Psychatry 1977,34:607-612 


Contraindications: 1) Concurrent use with a monoamine oxidase 
(MAO) inhibitor, since hyperpyretic crises, severe convulsions, and 
fatalities have occurred when similar tricyclic antidepressants were 
used in such combinations; MAO inhibitors should be discontinued 
tor at least two weeks before treatment with Pamelor® (nortriptyline 
HCI) is started. 2) Hypersensitivity to Pamelor® (nortri mine HCI), 
cross-sensitivity with other dibenzazepines is a possibility. 3) The 
acute recovery period after myocardial infarction 

Warnings: Give only under close supervision to patients with car- 
diovascular disease, because of the tendency of the drug to produce 
sinus tachycardia and to prolong conduction time; myocardial 
infarction, arrhythmia, and strokes have occurred pd sent 
sive action of guanethidine and similar agents may be blocked. 
Because of its anticholinergic activity, nortriptyline should be used 
with great caution in patients who have glaucoma or a history of uri- 
nary retention. Patients with a history of seizures should be followed 
closely, since nortriptyline is known to lower the convulsive thresh- 
old. Great care is required in hyperthyroid patients or those receiv- 
ing thyroid medication, since cardiac arrhythmias may develop 
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Nortriptyline may impair the mental and/or physical abilities 
required for the performance of hazardous tasks, such as operating 
machinery or driving a car; theretore, the patient should be warned 
accordingly. Excessive consumption of alcohol may have a potenti- 
ating effect, which may lead to the danger of increased suicidal 
attempts or overdosage, especially in patients with histories of emo- 
tional disturbances or suicidal ideation 

The concomitant administration ef quinidine and nortriptyline may 
result in a significantly longer plasma half-life, higher A.U.C. and 
lower clearance of nortriptyline 

Use in Pregnancy —Sate use during preanency and lactation has not 
been established; therefore, in pregnant patients, nursing mothers, 
or women of childbearing potential, the potential benefits must be 
weighed apaina the possible hazards 

Use in Children—Not recommended for use in children, since 
safety and effectiveness in the pediatric age group have not been 
established 

Precautions: Use in schizophrenic patients may result in an exac- 
erbation of the psychosis or may activate latent schizophrenic 
symptoms; in overactive or agitated patients, increased anxiety and 
agitation may occur; in manic-depressive patients, symptoms of the 
manic ps may emerge. Administration of reserpine during ther 
apy with a tricyclic antidepressant has been shown to produce a 
“stimulating” effect in some depressed patients. Troublesome 
patient hostility may be aroused. Epileptiform seizures may accom- 
pany administration. Close supervision and careful adjustment of 
dosage are required when used with other anticholinergic drugs and 
sympathomimetic drugs. Concurrent administration of cimetidine 
can produce clinically ct dbo increases in the plasma concen- 
(rations of the tricyclic antidepressant. Patients should be informed 
that the response to alcohol may be exaggerated. When essential, 
may be administered with electreconvulsive therapy, although the 
hazards may be increased. Discontinue the drug for several days, if 
possible, prior to elective surgery. The possibility of a suicidal 
attempt by a depressed patient remains after the initiation of treat- 
ment: in this regard, itis important that the least possible quantity of 
drug be dispensed at any given time. Both elevation and lowering of 
blood sugar levels have been reported 

Adverse Reactions: Cardiovascular—Hypotension, hyperten- 


sion, tachycardia, palpitation, myocardial infarction, arrhythmias 
heart block, stroke. Psychiatric—Contusional states (especially i 
the elderly) with hallucinations, disorientation, delusions; anxieh 
restlessness, agitation; insomnia, panic, nightmares; hypomanié 
exacerbation of psychosis. Neuro/ogic—Numbness, tingling, pat 
esthesias of extremities; incoordination, ataxia, tremors, periphere 
neuropathy; extrapyramidal symptoms; seizures, alteration in EE( 
patterns; tinnitus. Anticholinergic—Dry mouth and, rarely, associ 
ated sublingual adenitis, blurred vision, disturbance of accommo 
dation, mydriasis; a kal paralytic ileus; urinary retentior 
delayed micturition, dilation of the urinary tract. Al/ergic—Ski 
rash, petechiae, urticaria, itching, photosensitization (avoid exces 
sive exposure to sunlighi); edema (general or of face and tongue’ 
drug fever, cross-sensifivity with other tricyclic drugs. Hematologi 
Bone-marrow depression, including agranulocytosis; eosino 
philia; purpura; thrombocytopenia. Gastrointestinal—Nausea an 
vomiting, anorexia, epigastric distress, diarrhea, peculiar taste, sto 
matitis, abdominal cramps, black-tongue. Endocrine- 
Gynecomastia in the male, breast enlargement and galactorrhea i 
the female; increased or decreased libido, impotence; testicule 
swelling; elevation or depression of blood sugar levels; syndrome ¢ 
inappropriate ADH (antidiuretic Sai) secretion. Other- 
Jaundice (simulating obstructive), altered liver function; weight gai 
or loss; perspiration; flushing; urinary frequency, nocturia; drowsi 
ness, dizziness, weakness, fatigue; headache; parotid swelling; alo 
pecia. Withdrawal Symptoms—Though these are not indicative ¢ 
addiction, abrupt cessation of treatment after prolonged therapy ma 
roduce nausea, headache, and malaise 
verdosage: Toxic overdosage may result in confusion, restless 
ness, agitation, vomiting, hyperpyrexia, muscle rigidity, hyperactiv 
reflexes, tachycardia, ECG evidence of impaired conduction, shoch 
congestive heart failure, stupor, coma, and CNS stimulation wit 
convulsions followed oy respiratory depression. Deaths hav 
occurred with drugs of this class. No specific antidote is knowr 
general supportive measures are indicated, with gastric lavage. 
Dorsey Division [PAM-215—7/20/8 
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Announcing 
McLean Hospital 
1989 Postgraduate 
Fellowships 
in Psychiatry 


CHILD PSYCHIATRY FELLOWSHIP 
(Child Psychiatry Residency Program) 
Two year full-time accredited ACGME compre- 
hensive training program in child and adoles- 
cent psychiatry. Includes supervised inpatient, 
outpatient, liaison, and community participa- 
tion. Research and teaching experience pro- 
vided. May enter as PGY-IV or beyond, after 
completion through PGY-III of ACGME accredi- 
ted psychiatry training. 

Contact: Silvio J. Onesti, M.D., Director of 
Child Psychiatry and the Hall-Mercer Center 
for Children and Adolescents. Tel. (617) 855- 
2801 


GERIATRIC PSYCHIATRY FELLOWSHIP 
One year full-time comprehensive training 
program in geriatric psychiatry. Includes super- 
vised clinical experience in inpatient, outpa- 
tient, nursing home, and community settings, as 
well as opportunities for teaching and research 
as part of an eclectic, multidisciplinary team. 
May enter as PGY-IV or beyond, after comple- 
tion through PGY-III of ACGME accredited 
psychiatry training. 

Contact: Benjamin Liptzin, M.D., Director 
of Geriatric Psychiatry. Tel. (617) 855-3183 


CHILD PSYCHIATRY POSTGRADUATE 
RESEARCH FELLOWSHIP 
One or two year full-time opportunity for indi- 
vidual who has completed an accredited child 
psychiatry residency training program to 
acquire or further research methodology in 
biological and developmental child psychiatry. 
Includes supervised evaluation experience in 
assessing short and long-term effects of biologi- 
cal, psychological, and social interventions. May 
include clinical and teaching responsibilities. 
Contact: Silvio J. Onesti, M.D., Director of 
Child Psychiatry and the Hall-Mercer Center 
for Children and Adolescents. Tel. (617) 855- 
2801 


ADOLESCENT AND FAMILY 
FELLOWSHIP 
One year half-time opportunity for psychiatrists 
and post-doctoral psychologists to receive 
intensive supervised experience in the dynamic 
treatment of hospitalized adolescents and their 
families. Includes opportunities to participate in 
ongoing research as well as developing new 
investigations. 

Contact: Edward R. Shapiro, M.D., Director 
of Adolescent and Family Treatment and Study 
Center. Tel. (617) 855-2933 


All positions available July 1, 1989 and 
include appointment to Harvard Medical 
School. For further information contact rele- 
vant program director or Edward M. Hundert, 
M.D., Director of Postgraduate Medical Educa- 
tion, McLean Hospital, 115 Mill Street, Bel- 
mont, MA 02178. McLean Hospital is an Equal 
Opportunity Employer. 














Where's the 
best place 
fora 
patient 


recovering 
from a 
drug or 
alcohol 
problem?... 





Img/2.5mg/5mg/10mg 


Now Available from Bolar 
For Immediate Delivery... 


The Bolar Generic for Prolixin’ 


ESO BOLA Co., Inc. 


MANUFACTURERS OF GENERIC PHARMACEUTICALS 


33 Ralph Avenue, PO. Box 30 
Copiague, NY 11726-0030 
Phone: (516) 842-8383 Fax: (516) 842-8630 
Manufacturing facilities located in: 
Copiague, New York - Humacao, Puerto Rico 


Bioavailability information available upon request. 
Prolixin is a registered trademark of Princeton Pharmaceutical Products (A Squibb Company) 





WIEN CENTER FOR ALZHEIMER’S DISEASE AND MEMORY DISORDERS 
MOUNT SINAI MEDICAL CENTER OF GREATER MIAMI 


DEPARTMENT OF PSYCHIATRY 
UNIVERSITY OF MIAMI SCHOOL OF MEDICINE 


MIAMI AREA GERIATRIC EDUCATION CENTE 
present 
The Annual Conference 


DEMENTIA 


CURRENT RESEARCH AND CLINICAL ASPECTS 
Friday and Saturday 
February 24-25, 1989 
Miami Beach, Florida 


GUEST FACULTY 


Donna Coben, Ph.D., Gerontology Center 
University of Hinois at Chicago 


Gene Cohen, M.D. Ph.D., National Institute on Aging 
National Institute of Health 


Abraham Fisher, Ph.D., Department of Organie and Medicinal Chemistry, 
Israel Institute for Biological Research 


George Hyslop, M.D., Department of Neurology 
Massachusetts General Hospital 
David Smith, Ph.D., Division of Human Values and Medicine, 
Univ. of So. Fla. College of Medicine 


UNIVERSITY OF MIAMI FACULTY 


epartments of Psychiatry, Neurology and Internal Medicine 
Dey ts af Psychiatry, Neurology and Internal Med 
This course is designed for psychiatrists, neurologists, internist, family practitioners, 
psychologists and other health care professionals who are involved in the 
management of individuals with Alzheimers Disease and other dementias. 
For information and registration write or call: 
Raphael S, Good, M.D. 
Director Continuing Professional Education 
or 
Joyce Johnson, Program Administrator 
Department of Psychiatry (D-29) 
P.O. Box 016960, Miami, Florida 
Telephone (305) 549-7661 
{Attendance ts limited ~ early registration is advised) 








INTELLIGENT ECT FROM MECTA CORP. 
UL LISTED CSA CERTIFIED 


MODULAR AND COMPUTERIZED 


SR-1 SR/JR FEATURES INCLUDE: 


+ Continuous reading of energy in Joules 
* Tiltable Liquid Crystal Display 

© Bi-polar brief pulse stimulus 

+ Adjustable constant current stimulus 

+ Audible warning prior to treatment 

| © Remote control capabilities 

+ 100% expected seizure induction 

+ Totally isolated for maximum safety 

e Single or multiple energy controls) 

+ All parameters displayed in text form 

» increased energy for difficult cases 

© Built-in seff test for patien safety 

e Steady warning tone durirg treatment 
e Protected STIMULUS CONTROL push button 
e Timing accuracy better than . 1% 

+ 1 year parts and labor warranty 

+ Operates on 120 or 240 VAC 





FLEXIBILITY 





\ ter : e Complete with all accessories 
en 
PRINTED SELF TEST SR-2 
AND TREATMENT RESULTS i 


ADDITIONAL FEATURES INCLUDED 
WITH ALL SR MODELS ARE: 


* EEG instrumentation amplifier 

+ Built-in 2 channel digital chart recorder é f 
© Numeric timing marks during monitoring ¢ JRe2 : 
* Printed record of energy level I 


+ Printed date and time of treatment LEVEI CON ROCs 

* ECG instrumentation amplifier 

+ Selectable single or dual channel 

+ Printed record of treatment and self test SIMPLICITY 


* Printed record of stimulus parameters 
© Modular design for maximum flexibility 





MECTA Corporation 5622 SW Kelly Street Portland, OR 97201 (503) 245-6975 

















...on the job. 


When your patient hesitates to enter a 28-day 
addiction treatment program because of family 
or job pressures, you now have an alternative. 
It's the CAREER™ program at Philadelphia 
Psychiatric Center. 

CAREER is a true partial hospitalization pro- 
gram. Patients undergo two weeks of intensive 
12-hour treatment days. Several more weeks of 
concentrated outpatient treatment folow— 
up to five evenings a week. 

And, a special treatment feature lets your 
patient attend evening therapy sessions any- 
time he or she needs extra support. For a full 
year and at no cost. 

When you admit a patient to CAREER, we 
consult with you to develop the optimum 
treatment plan, which can incorporate therapy 
sessions with you. We also provide timely 
progress updates. 

The CAREER program works. Our patient 
recovery rate compares with full-time 
programs. 

For more than 50 years, we've helped 
people return to normal, productive lives. 
CAREER continues that tradition. 

For more information, please call 
at 215-473-8000. 


PHILADELPHIA N 
PSYCHIATRIC ~ 
CENTER \\ 
A subsidiary of Albert Einstein, 
genius in healthcare. 


©1988 AEHF 





*The total daily.dosage of Sinequan may be given on a divided or once-a-day dosage schedule. If the once-a-day 
schedule is'employed, the maximum recommended dose is 150 mg. This'dose may be given at bedtime. 
+The 150-mg capsule strength is intended for maintenance therapy only and is not recommended for initiation of treatment. 


For a-brief summary of SINEQUAN prescribing information including adverse reactions, 
please see the following page of this advertisement. 


© 1985) Pfizer Inc. 









Antidepressant effectiveness 
with once-a-day dosing’ 


pa NEQUAN 


150-mg,t 100-mg, 75-mg, 50-mg 
25-mg, and 10mg CAPSULES ns 
ORAL CONCENTRATE, 10-mg/ml, 
120-m! (4-02) bottles 


: -a life's true colors 


ROeERIG Gz 


A divisior.of Pfizer Pharmaceuticals 





SINEQUAN (coxecin HC) 


BRIEF SUMMARY 

SINEQUAN* (doxepin HCI) Capsutes/Oral Concentrate 

Contraindications. SINEQUAN is contraindicated in individuals who have shown hyper- 
atte to the drug. Possibility of cross sensitivity with other dibenzoxepines should be kept 
in mind. 

SINEQUAN is contraindicated in patients with glaucoma or a tendency to urinary retention. 
These disorders should be ruled out, particularly in older patients. 

Warnings. The once-a-day dosage regimen of SINEQUAN in patients with intercurrent 
iliness or patients taking other medications should be carefully adjusted. This is especially 
important in patients receiving other medications with anticholinergic effects. 

Usage in Geriatrics: The use of SINEQUAN on a once-a-day dosage regimen in geriatric 
patients should be adjusted carefully besed on the patient's condition, 

Usage in Pregnancy: Reproductian studies have been performed in rats, rabbits, 
monkeys and dogs and there was no ev.dence of harm to the animal fetus. The relevance to 
humans is not known. Since there is nc experience in pregnant women who have received this 
drug. safety in pregnancy has not been established. There are no data with respect to the 
Secretion of the drug in human milk and its effect on the nursing infant. 

Usage in Children: The use of SINEQUAN in children under 12 years of age is not 
recommended because safe conditions for its use have not been established. 

MAQ Inhibitors: Serious side effects and even death have been reported ‘glowing the 
concomitant use of certain drugs with MAO inhibitors. Therefore, MAO inhibitors should be 
discortinued at least two weeks prior tc the cautious initiation of therapy with SINEQUAN. 
The exact length of time may vary and is dependent upon the particular MAO inhibitor being 
used, the length of time it has been administered, and the dosage involved. 

Usage with Alcohol: it should be borne in mind that alcohol ingestion may increase the 

danger inherent in any intentional or unintentional SINEQUAN overdosage. This is especially 
important in patients who may use alconol excessively, 
Precautions. Since drowsiness may cccur with the use of this drug, patients should be 
warned of the possibility and cautioned against driving a car or operating dangerous machin- 
ery while taking the drug. Patients should also be cautioned that their response to alcoho! may 
be potentiated. 

Since suicide is an inherent risk in any depressed patient and may remain so until 
significant improvement has occurred, patients should be closely supervised during the early 
course of therapy. Prescriptions should de written for the smallest feasible amount. 

Should increased symptoms of psychosis or shift to manic symptomatology occur, it may 
be necessary to reduce dosage or add a major tranquilizer to the dosage regimen. 
Adverse Reactions. NOTE: Some of the adverse reactions noted below have not been 
specifically reported with SINEQUAN use. However, due to the close pharmacological 
similarities among the tricyclics, the reactions should be considered when prescribing 
SINEQUAN. 

Anticholinergic Effects: Dry mouth, Diurred vision, constipation, and urinary retention have 
been reported. If they do not subside w th continued therapy, or become severe, it may be 
necessary to reduce the dosage. 

Central Nervous System Etfects: Drowsiness is the most commonly noticed side effect. 
This tends to disappear as therapy is continued. Other infrequently reported CNS side effects 
are confusion, disorientation, hallucinations, numbness, paresthesias, ataxia, and extra- 
pyramidal symptoms and seizures. 

Cardiovascular: Cardiovascular effects including hypotension and tachycardia have been 
reported occasionally. 

Allergic: Skin rash, edema, photosensitization, and pruritus have occasionally occurred. 

Hematologic: Eosinophilia has been -eported in a tew patients. There have been occa- 
sional reports of bone marrow depression manifesting as agranulocytosis, leukopenia. 
thrombocytopenia, and purpura 

Gastrointestinal: Nausea, vomiting. indigestion, taste disturbances, diarrhea, anorexia, 
and aphthous stomatitis have been reported. (See anticholinergic effects.) 

Endocrine: Raised or lowered libido, testicular swelling, gynecomastia in males, enlarge- 
ment of breasts and galactorrhea in the female, raising or lowering of blood sugar levels, and 
syndrome of inappropriate antidiuretic hormone have been reported with tricyclic 
administration. 

Other: Dizziness, tinnitus, weight gain sweating, chills, fatigue. weakness. flushing, jaun- 
dice, alopecia. and headache have been occasionally observed as adverse effects. 

Withdrawal Symptoms: The possibility of development of withdrawal symptoms upon 

abrupt cessation of treatment alter prolonged SINEQUAN administration should be borne in 
mind. These are not indicative of addiction and gradual withdrawal of medication should not 
cause these symptoms. 
Dosage and Administration. For mos: patients with iliness of mild to moderate severity, a 
Starting daily dose of 75 mg is recommended. Dosage may subsequently be increased or 
decreased at appropriate intervals and according to individual response. The usual optimum 
dose range is 75 mg/day to 150 mg/day 

In more severely ill patients higher doses may be required with subsequent gradual 
increase to 300 mg/day if necessary. Additional therapeutic effect is rarely to be obtained by 
exceeding a dose of 300 mg/day. 

In patients with very mild symptomatology or emotional symptoms accompanying organic 
disease, lower doses may suffice. Some of these patients have been controlled on doses as 
low as 25-50 mg/day. 

The total daily dosage of SINEQUAN may be given on a divided or ance-a-day dosage 
schedule. If the once-a-day schedule is employed the maximum recommended dose is 
150 mg/day. This dose may be given at bedtime. The 150 mg capsule strength is 
intended for maintenance therapy cnly and is not recommended for initiation of 
treatment. 

Anti-anxiety effect is apparent before the antidepressant effect. Optimal antidepressant 
effect may not be evident for two to three weeks. 

Overdosage. 
A. Signs and Symptoms 

1. Mild: Drowsiness, stupor, blurred vision, excessive dryness of mouth. 

2. Severe: Respiratory depression, hyaotension, coma, convulsions, cardiac arrhythmias 
and tachycardias. 

Also urinary retention (bladder atony), decreased gastrointestinal motility (paralytic ileus), 
hyperthermia (or hypothermia). hypertersion, dilated pupils, hyperactive reflexes 
B. Management and Treatment 

1, Mild: Observation and supportive therapy is all that is usually necessary 

2. Severe: Medical management of sewere SINEQUAN overdosage consists of aggressive 
supportive therapy. if the patient is consc-ous, gastric lavage, with appropriate precautions to 
prevent pulmonary aspiration, should be performed even though SINEQUAN is rapidly 
absorbed. The use of activated charcoal has been recommended, as has been continuous 
gastric lavage with saline for 24 hours or nore. An adequate airway should be established in 
comatose patients and assisted ventilation used if necessary. EKG monitoring may be 
required for several days, since relapse after apparent recovery has been reported. Ar- 
rhythmias should be treated with the appropriate antiarrhythmic agent. It has been reported 
that many of the cardiovascular and CNS symptoms of tricyclic antidepressant poisoning in 
adults may be reversed by the slow intravenous administration of 1 mg to 3 mg of physostig- 
mine salicylate. Because physostigmine is rapidly metabolized, the dosage should be 
repeated as required. Convulsions may respond to standard anticonvulsant therapy, however, 
barbiturates may potentiate any respiratory depression, Dialysis and forced diuresis gener- 
ally are not of value in the management of overdosage due to high tissue and protein binding 
of SINEQUAN. 


More detailed professional! information available on request. 


ROeERIG GZ 


A division of Pfizer Pharmaceuticals 
New York, New York 10017 
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CIRCULATION (Required by 39 U.S.C. 3685) 


1A. Title of publication: THE AMERICAN JOURNAL 
OF PSYCHIATRY. 
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3. Frequency of issue: monthly, A. No. of issues published 
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FIRST ANNUAL 
BRIDGEWATER STATE 


HOSPITAL CONFERENCE 


The Study Of Violence: 
A Clinical and Forensic Perspective 


Especially Designed for Mental Health and 
Criminal Justice Professionals 


March 31 — April 1, 1989 
at 
Bridgewater State Hospital 
Bridgewater, Mass. 


For information, please contact: 


George S. Sigel, M.D. 
Chief of Psychiatry 
Bridgewater State Hospital 
10 Administration Road 
Bridgewater, Mass. 02324 
(508) 697-6941, x1389 
or 
(617) 727-1120, x 1388 


Approved for 13 CME Category I Credits. 














AMERICAN 
PSYCHIATRIC 
ASSOCIATION 

142nd Annual Meeting 
MAY 6-11, 1989 

San Francisco, California 





The 1989 Annual Meeting will feature: 
* Courses 

¢ Symposia 

¢ Workshops 

e Poster Sessions 

e Exhibits 

* Distinguished Speakers 


Small Group Formats: 

e Meet informally with prominent colleagues 
(Discussion Groups) 

e Discuss difficult cases with experts in the field 
(Clinical Consultation With Series) 


For further information write: 
Office to Coordinate the Annual Meeting 
American Psychiatric Association 
1400 K Street, N.W. 
Washington, D.C. 20005 

















XANAX? Tablets 
(alprazolam) € 


INDICATIONS AND USAGE 

Anxiety disorders, short-term relief of the symptoms of anxiety, and anxiety asso- 
ciated with depression, Anxiety or tension associated with the stress of everyday 
life usually does not require an anxiolytic. Effectiveness for more than four months 
has not been established; periodically reassess the usefulness of the drug for the 
individual patient. 


CONTRAINDICATIONS 
Sensitivity to XANAX or other benzodiazepines, and in acute narrow angle glaucoma. 


WARNINGS 

Benzodiazepines can cause fetal harm in pregnant women, hence women who may 
become pregnant should be warned. Avoid during the first trimester. Withdrawal 
seizures have been reported upon rapid dose reduction or abrupt discontinuation, 
thus reduce dose gradually. (See Drug Abuse and Dependence and Dosage and 
Administration.) 


PRECAUTIONS 

General: If XANAX is combined with other psychotropics or anticonvulsants, consider 
drug potentiation. (See Drug Interactions). Use the usual precautions in patients 
with renal or hepatic impairment and regarding prescription size in depressed and 
suicidal patients. In elderly and debilitated patients, use the lowest possible dose. 
(See Dosage and Administration.) Hypomania and mania has been reported in 
depressed patients. 

Information for Patients: Alert patients about: (a) consumption of alcohol and drugs, 
(b) possible fetal abnormalities, {c} operating machinery or driving, {d} not increas- 
ing dose of the drug due to risk of dependence, (e) not stopping the drug abruptly. 
Laboratory Tests: Not ordinarily required in otherwise healthy patients. Drug Inter- 
actions: Additive CNS depressant effects with other psychotropics, anticonvulsants, 
antihistamines, ethanol and other CNS depressants. Plasma levels of imipramine 
and desipramine are increased. Pharmacokinetic interactions with other drugs have 
been reported. Cimetidine can delay clearance of benzodiazepines. Drug/Laboratory 
Test Interactions: No consistent pattern for a drug or test. Carcinogenesis, Mutagenesis, 
Impairment of Fertility: No carcinogenic potential or impairment of fertility in rats. 
Pregnancy: See Warnings. Nonteratogenic Effects: The child born of a mother on 
benzodiazepines may be at some risk for withdrawal symptoms, neonatal flaccidity 
and respiratory problems. Labor and Delivery: No established use. Nursing Mothers: 
Benzodiazepines are excreted in human milk. Women on XANAX should not nurse. 
Pediatric Use: Safety and effectiveness in children below the age of {8 have not 

been established. 


ADVERSE REACTIONS 

Side effects are generally observed at the beginning of therapy and usually disap- 
pear with continued medication. In the usual patient, the most frequent side effects 
are likely to be an extension of the pharmacologic activity of XANAX. e.g., drowsiness 
or lightheadedness. 

Central nervous system: Drowsiness, lightheadedness, depression, headache, confu- 
sion, insomnia, nervousness, syncope, dizziness, akathisia, and tiredness/sleepiness. 
Gastrointestinal: Dry mouth, constipation, diarrhea, nausea/vomiting, and increased 
salivation. Cardiovascular: Tachycardia/palpitations, and hypotension. Sensory: 
Blurred vision. Musculoskeletal: Rigidity and tremor. Cutaneous: Dermatitis/allergy. 
Other side effects: Nasal congestion, weight gain, and weight loss. 

Withdrawal seizures with rapid decrease or abrupt discontinuation. (See Warnings.) 


The following adverse events have been reported with benzodiazepines: dystonia, 
irritability, concentration difficulties, anorexia, transient amnesia or memory impair- 
ment, loss of coordination, fatigue, seizures, sedation, slurred speech, jaundice, mus- 
culoskeletal weakness, pruritus, diplopia, dysarthria, changes in libido, menstrual 
irregularities, incontinence, and urinary retention, 

Paradoxical reactions such as stimulation, agitation, rage, increased muscle spasticity, 
sleep disturbances, and hallucinations may occur. Should these occur, discontinue 
the drug. 

During prolonged treatment, periodic blood counts, urinalysis, and blood chemistry 
analysis are advisable. Minor EEG changes, of unknown significance, have been 
observed. 

Liver enzyme elevations, gynecomastia and galactorrhea have been reported but 
no causal relationship was established. 


DRUG ABUSE AND DEPENDENCE 

Physical and Psychological Dependence: Withdrawal symptoms including seizures 
have occurred following abrupt discontinuance or rapid dose reduction of benzo- 
diazepines. (See Warnings). Dosage should be gradually tapered under close 
supervision. Patients with a history of seizures or epilepsy should not be abruptly 
withdrawn from XANAX. Addiction-prone individuals should be under careful sur- 
veillance. Controlled Substance Class: XANAX is a controlled substance and has 
been assigned to schedule IV. 


OVERDOSAGE 

Manifestations include somnolence, confusion, impaired coordination, diminished 
reflexes and coma. No delayed reactions have been reported. 

DOSAGE AND ADMINISTRATION 

Dosage should be individualized. 


The usual starting dose is 0.25 to 0.5 mg, t.i.d. Maximum total daily dose is 4 mg. In 
the elderly or debilitated, the usual starting dose is 0.25 mg, two or three times daily. 
Reduce dosage gradually when terminating therapy, by no more than 0.5 mg every 
three days. 


HOW SUPPLIED 
XANAX Tablets are available as 0.25 mg, 0.5 mg, and I mg tablets. 


CAUTION: 
FEDERAL LAW PROHIBITS DISPENSING WITHOUT PRESCRIPTION. B-7-S 


| Upjohn fig UPJOHN COMPANY 1-917 
Kalamazoo, Michigan 49001, USA April 1988 


SA A 
is often c¢ mplices 
by anxiety. 


À "i EP 
Xan G ® 


For the relięÉ fanxiety 
associated wimg lepression. 





THE AMERICAN JOURNAL OF PSYCHIATRY 


a we T $ 
O onai 





Guidelines for Legal and Financial Counseling 
of Alzheimer’s Disease Patients and Their Families 


William Overman, Jr., J.D., and Alan Stoudemire, M.D. 





As soon as there is reasonable evidence for the di- 
agnosis of Alzheimer’s disease (primary progressive de- 
generative dementia), the physician should urge legal 
and financial counseling of the patient and the family 
in planning for the patient’s long-term care. The gen- 
eral purposes and the process of such counseling are 
described as a guide for physicians who care for these 
patients and their families. The issues of informed con- 
sent, competency, powers of attorney, guardianship, 
inter vivos trusts, wills, and living wills are discussed. 
Timely planning eases the burden on the family and 
assists the physician in the patient’s care during the 
later stages of the disorder. 

(Am J Psychiatry 1988; 145:1495~1500) 


Izheimer’s disease (primary progressive degener- 

ative dementia) is an irreversible neurological dis- 
ease of unknown etiology that affects between 1.3 and 
1.9 million Americans (1). It may have disastrous con- 
sequences for the financial stability of families and may 
present complex legal dilemmas. This paper outlines 
the essential’ legal knowledge that physicians need in 
counseling Alzheimer’s disease patients and their fam- 
ilies. Costs of care, informed consent, and the basic 
tenets of competency assessment are briefly discussed; 
more specific technical aspects of competency assess- 
ment of patients with dementia may be found else- 
where (2—10). The major topics covered in the paper 
include powers of attorney, guardianship, inter vivos 
trusts, wills, and living wills. This information pro- 
vides a framework for ee families for specific 
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legal and financial counseling with respect to planning 
for long-term care. 


COSTS ASSOCIATED WITH THE CARE OF 
ALZHEIMER'S DISEASE PATIENTS 





A brief overview of the costs involved in the long- 
term care of patients with Alzheimer’s disease high- 
lights the need for careful legal and financial planning 
to ease what may be an overwhelming financial bur- ` 
den. The nursing home costs alone for the care of an 
Alzheimer’s disease patient average $18,500—$22,500/ 
year (1). Individuals and families bear about 50% of 
this burden out of pocket, with federal and state 
sources (primarily Medicaid) paying the remainder 
(11). Private insurance covers only 1% of this cost, and 
Medicare (which at present does not cover long-term 
care beyond 90 days and after Jan. 1, 1989, will not 
cover long-term care beyond 150 days) c covers about 
2%. This latter figure is in sharp contrast /to the pub- 
lic’s general perception of federal coverage for such 
care; for example, a Gallup poll found that 79% of 
respondents believed that Medicare would pay for all 
or part of nursing home care (12). | 

The costs of caring for Alzheimer’s disease patients 
at home vary depending on the severity ofthe demen- 
tia. Costs to the family for home care range from ap- 
proximately $5,000/year for patients with mild to 
moderate dementia to $18,000/year for those with ad- 
vanced dementia (1, 13). In addition to these financial 
burdens, a complex variety of legal dilemmas may 
arise in planning for the long-term carejof patients 
with Alzheimer’s disease (3, 4). 

The physician plays a crucial role in helping the fam- 
ilies of patients with Alzheimer’s disease understand 
the need for professional legal and financial advice in 
planning for long-term care. It is of the utmost impor- 
tance for the physician to explain the diagnosis to the 
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patient’s family as soon as reasonable evidence indi- 
cates that the patient has Alzheimer’s disease and to 
advise the family to seek professional advice from their 
attorney, accountant, and financial advisor while the 
patient is still in the early stage of the illness. Some 
degree of care must be taken, however, in deciding 
what the patient is told directly about the diagnosis 
and prognosis. Some physicians advocate a blunt ap- 
proach, whereas others “titrate” the amount of infor- 
mation given the patient. Regardless of the way this 
problem is handled, the physician should be careful 
not to offer false hope to the patient or family, since 
this may facilitate denial and cause delays in making 
critical legal and financial arrangements for the future. 
One must at least inform the patient that significant 
cognitive problems have been detected and that these 
may progress over time to the extent that the individ- 
ual’s ability to make decisions for himself or herself 
and the family may be impaired. One can point out 
that common sense and prudence dictate “preparing 
for the worst” so that the patient and the family can 
cope with any eventuality. 


INFORMED CONSENT AND COMPETENCY 


Issues of informed consent and competency may be 
among the first to arise when plans are being made for 
patients with dementia. The legal doctrine of consent is 
derived from English common law; it gives patients the 
right to make their own decisions about 1) whether 
and 2) how they will receive medical care. This doc- 
trine of consent is composed of two closely related 
rules: first, the rule of consent, which requires that the 
physician obtain the patient’s permission before ren- 
dering a treatment, and second, the rule of informed 
consent, which requires that the patient’s permission 
be based on a reasonable or appropriate explanation 
of the proposed treatment by the physician (14~16). 
Contrary to a widely held belief, a physician does not 
automatically have the authority or the right to treat a 
patient without the patient’s permission. 

In order for a patient to be able to exercise the right 
of consent, he or she first has to understand from the 
physician the exact nature of the diagnosis, the prog- 
nosis, and what course of treatment is to be expected. 
The obligation of the physician is to inform the patient 
to such an extent that a reasonably informed decision 
can be made (17, 18). In recent years the courts have 
found that patients must also be advised of the risks 
they run if treatment is declined. This corollary of the 
doctrine of informed consent is often referred to as the 
requirement of “informed refusal” (19, 20). 

Consent can be considered to be informed only if the 
patient 1) is competent, 2) has been provided with 
sufficient information to reach an informed decision, 
and 3) has not been coerced. The consent must be 
given voluntarily (21-23). 

The essence of the first criterion for informed con- 
sent, the matter of competency, is “that a particular 
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patient at a particular time have the capacity to make 
a meaningful choice” about a particular matter at 
hand (23). As we have noted, for the patient to give 
informed consent presumes that the patient is compe- 
tent. While a detailed discussion of competency assess- 
ment is beyond the scope and focus of this discussion, 
several salient points regarding competency in Alzhei- 
mer’s disease patients should be noted. First, the de- 
termination of competency is a legal issue determined 
by the courts, and the courts apply different standards 
of competency in different situations (e.g., the degree 
of competency needed to make a valid will is different 
from the degree needed to enter into a valid contract, 
and both of these are different from the degree of com- 
petency needed to execute a valid power of attorney or 
to be able to give effective consent for medical treat- 
ment). Thus, for example, a psychiatrist may perform 
a mental status examination and render an opinion 
regarding the ability of a patient to make a reasoned 
judgment about a particular matter, but the actual de- 
cision about competency is made by the court (23—26). 

Several other aspects of assessing competency 
should be addressed; these have been outlined by Mills 
and Daniels (23). First, does the patient have a clear 
choice with respect to the proposed diagnostic or treat- 
ment procedures? Second, is the choice that the patient 
has made reasonable? Third, is the choice rational? 
Fourth, does the patient possess the ability to make a 
reasonable decision? Fifth, is the patient able to com- 
prehend and understand the relevant information re- 
quired to make a rational choice? Most courts apply a 
reasonability standard in deciding, from a legal stand- 
point, how much information a physician is required 
to release to a patient. Sometimes called the “materi- 
ality rule,” the concept is that the physician is required 
to disclose information that a reasonable person in the 
patient’s position would consider necessary in deciding 
whether to undergo a proposed treatment (27—29). 

The issue of informed consent can arise with respect 
to patients with Alzheimer’s disease, since in the early 
stages of the disorder patients may be competent but, 
inevitably, competency will be lost. An assessment of 
the patient’s competency, however, must be made at 
the time of any medical, legal, or financial decisions, 
before proceeding with specific recommendations re- 
garding the affairs of the patient. Details of compe- 
tency assessment, including procedures for obtaining 
informed consent when patients are adjudged not to be 
competent, may be found elsewhere (4, 6, 8, 23). 

In certain emergency situations, medical decisions 
may need to be made for the mentally incompetent 
Alzheimer’s patient. If emergency treatment is needed, 
then the doctrine of implied consent may be invoked 
(23). This doctrine allows the physician to evaluate 
and treat the emergency condition, even against the 
apparent will of the patient, and is an exception to the 
general rule requiring informed consent. Even so, this 
exception is circumscribed by the legal requirement 
that if the patient is unconscious or otherwise unable 
to consent, the physician has a duty to attempt to con- 
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tact the patient’s family or guardian. In a recent South 
Dakota case (30), the court refused to permit the phy- 
sician to rely on the emergency exception because the 
unconscious patient’s parents were in the next room 
and could easily have been asked to consent. 

If the medical situation is not an emergency, several 
other strategies may be considered in the event of a 
patient’s incompetency (23). First, a second opinion 
about the care of the patient may be obtained. Simul- 
taneously, legal consultation from the hospital may be 
secured to guide further decision making and legal pro- 
ceedings if necessary. The essence of the process at this 
point, however, is involvement of the family. In most 
states, the spouse may give consent for the patient in 
emergency and nonemergency situations if the patient 
is incompetent. Siblings, children, and common-law 
spouses, however, may or may not legally give consent 
for incompetent patients in medical matters, and legal 
proceedings to designate a guardian may be necessary. 
In some situations where there is a difference of opin- 
ion among family members regarding a patient’s care 
or family members are distant emotionally or geo- 
graphically, formal legal proceedings may be advisable 
to determine who gives consent for the incompetent 
patient. Emergency guardianship arrangements are 
usually available in most states and can be obtained 
within a week or two. If no family member is available, 
the court will appoint a guardian. 


INITIAL FAMILY ASSESSMENT 


The first step in legal and financial planning is an 
initial interview with an attorney of the family’s 
choice. Some attorneys prefer to have close family 
members present with the patient so that everyone 
concerned will understand what is suggested and the 
reasons for those suggestions. An ideal initial interview 
will follow the general pattern we describe here. 

The first portion of the attorney’s initial interview 
with the patient and family should focus on gathering 
as much background information as possible. A 
“family tree” should be outlined so as to identify the 
patient’s immediate family, determine whether there 
are any dependent relatives, and ascertain the quality 
of the patient’s relationship with each relative. 

The next portion of the attorney’s assessment should 
be a determination of the patient’s assets: the nature of 
the assets, where they are, and the type of ownership 
interest, At this point one of the most important issues 
that will face the Alzheimer’s patient and the family— 
financial planning and the protection of assets—must 
be addressed. The only real potential source of outside 
financial assistance for most patients and families who 
face the probability of long-term extended care is Med- 
icaid. Medicaid, however, is basically a “welfare” pro- 
gram subject to intense bureaucratic regulation and 
complicated and seemingly unfair qualification restric- 
tions. Medicaid is intimately tied to the federal Sup- 
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plemental Security Income program and the Aid to 
Families With Dependent Children program, yet it is 
administered in each individual county by the local 
equivalent of the county Department of Family and 
Child Services. The income and resource restrictions 
seem unreasonable to most people, and attempts to 
technically “pauperize” a potential applicant in order 
to qualify for Medicaid are frequently stymied by the 
“2-year transfer rule” (which has recently been in- 
creased to 30 months and is discussed later in this 
paper) and by the unexpected appearance of “available 
resources” (such as the cash value of a life insurance 
policy), which suddenly disqualify the applicant. 

Although the primary concern of the patient and 
family may be to plan for Medicaid qualification for 
the patient, this goal needs to be balanced against 
other considerations such as potential penalties for 
early liquidation of assets, potential capital gains, and 
income, gift, and estate tax consequences of shifting 
and/or liquidating assets. This process is a complex 
seesaw balancing all of these considerations, usually in 
consultation with a financial advisor, and determining 
the compromises necessary to achieve the maximum 
benefit possible in the area of each consideration. Since 
this process obviously can take considerable time, the 
physician can play an important part by urging the 
patient and family to seek professional planning assis- 
tance as soon as a diagnosis is made. 


FORM AND DURABLE POWERS OF ATTORNEY 


Following the discussion of assets and potential 
techniques to be used in financial planning, there must 
be a focus on topics related to health care. Who will 
make decisions for the patient when the patient be- 
comes incapable of making those decisions, and how 
will that person gain the legal authority to make such 
decisions? At the present time the most frequently used 
legal means to delegate decision-making authority is 
the power of attorney. The powers entrusted to the 
recipient of the power of attorney may be broad or 
very specific; only the powers specifically stated in the 
document may be carried out. The power to make 
medical decisions, for example, usually must be spe- 
cifically stated, although some authorities believe that 
a durable power of attorney may be relied upon for 
medical consent even when that specific power is not 
granted. (For further discussion, see reference 31.) In 
recent years there has also come into being in some 
states what is known as a durable power of attorney 
for health care purposes, which deals exclusively with 
the grant of authority to make health care decisions. 
Physicians would be well advised to check with their 
local counsel about whether such documents are avail- 
able in their area. 

Many persons, including many attorneys who do 
not specialize in probate-related matters, do not realize 
that while virtually all states recognize the right and 
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power of a competent adult person to legally give to 
another person the authority to make certain decisions 
(usually by power of attorney), in many states there are 
two types of general power of attorney recognized by 
the courts. The first may be referred to as the “form” 
power of attorney, which usually contains a lengthy 
recitation of the various powers and authorities that 
the person giving the power of attorney confers upon 
the recipient. The second is the “durable” power of 
attorney, which is one of the most valuable tools avail- 
able today for use with elderly persons and may be 
of crucial importance for patients with Alzheimer’s 
disease. 

The durable power of attorney is a fairly recent de- 
velopment. Like the form power of attorney, it gener- 
ally contains a rather lengthy description of the powers 
granted. The difference between them, however, is that 
the durable power of attorney contains language 
which overrides the general rule of law that a power of 
attorney becomes null and void upon the incapacity— 
physical or mental—of the grantor. This language, 
which we refer to as the “magic language,” is generally 
similar to the following: “This is a durable family 
power of attorney which shall not be revoked by the 
subsequent physical or mental incapacity of the 
grantor.” Without this statement in the power of at- 
torney document, when a person becomes physically 
or mentally incapacitated, suddenly there may be no 
one who has the decision-making authority to care for 
the patient, the patient’s family, and the patient’s es- 
tate unless a guardian is appointed by the appropriate 
court. Many states have recognized the need for the 
durable power of attorney by either specifically pro- 
viding a statutory form for it or by amending existing 
agency laws regarding powers of attorney to provide 
that a power of attorney is not terminated by the in- 
competency of the principal unless otherwise provided 
in the document itself (32). 


GUARDIANSHIP 


At the present time guardianship is generally consid- 
ered to be the least desirable alternative for care of 
elderly or incapacitated persons. There are times when 
guardianship is the best alternative, the only alterna- 
tive, or unavoidable, but arranging to avoid the neces- 
sity of a guardianship can be one of the most valu- 
able services an attorney provides. To start with, 
guardianship proceedings are cumbersome and rela- 
tively expensive. 

As an example, under the Georgia statutes there are 
two ways to start a general guardianship proceeding: 
1) two or more persons must sign and file an applica- 
tion with the Probate Court in the county where the 
proposed ward is physically located, setting forth with 
particularity the reason for the incapacity of the pro- 
posed ward, the nature of the guardianship needed (of 
the person only, of the property only, or both), the 
facts that support the claim of incapacity, and the ex- 
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pected duration of the incapacity, or 2) the petition- 
er(s) must file with the petition the affidavit of a li- 
censed physician or applied psychologist which states 
that the proposed ward was personally examined by 
the physician or applied psychologist within the 10 
days :mmediately preceding the filing of the petition 
and mat the proposed ward has been found to be 
incapacitated to the point of needing a guardian. This 
affidavit must give the reason for the incapacity, the 
extenr of the incapacity, a recitation of facts support- 
ing the diagnosis, and a statement of the foreseeable 
limits on the duration of the incapacity. Notice of the 
proceeding must be given by the court to the spouse 
and living adult children whose addresses are known, 
or if there are none, to the two living next of kin whose 
addresses are known, and so forth. A complete listing 
of known income and assets must be attached. 

The court then reviews the petition and supporting 
documentation and determines whether there is suffi- 
cient cause to proceed. If the court agrees that suffi- 
cient cause is stated in the petition, the court issues a 
notice of the proceedings to the proposed ward, des- 
ignates an independent court-appointed evaluator (li- 
censed physician or applied psychologist), and sets a 
time end place for the evaluation. A copy of the peti- 
tion, the notice to the proposed ward, and the name of 
the appointed evaluator are then served personally on 
the proposed ward by a county deputy sheriff. After 
these apers have been served, the ward has 2 days to 
retain his or her own attorney; if the court is not no- 
tified of such retention within the prescribed 2 days, it 
desigr ates a court-appointed attorney to represent the 
ward ir the guardianship proceedings. If the court- 
appointed evaluator agrees that a guardianship is war- 
ranted, zhe court issues a formal notice of hearing spec- 
ifying the time and date set for the guardianship 
hearirg, which is mailed to the proposed ward, the 
court-appointed attorney, the petitioner(s), and any 
other interested parties. From filing to finish, this pro- 
cess generally takes at least a month. And this is just 
the start! 

After his or her appointment, the guardian is respon- 
sible =or posting a bond to cover the value of the 
ward’s assets and for filing yearly reports regarding the 
ward’s personal status and other financial reports. By 
law, even if the guardian is the spouse of the ward, the 
two are treated as total strangers to each other, and the 
Probate Court stands over the guardian, watching ev- 
ery action. This is particularly difficult for a ward’s 
spouse or child to accept and understand; it can gen- 
erally be avoided through the use of a durable power 
of attorney, if the patient can be advised in time to 
make and implement plans for the future while he or 
she st-ll has the capacity to do so. As can be seen, life 
usually will be much simpler for all concerned if guard- 
ianship can be avoided by having the patient execute a 


durable power of attorney early in the course of his or 
her illness. 
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INTER VIVOS TRUSTS 


An alternative method of avoiding guardianship 
may be to establish a living or inter vivos trust soon 
after the diagnosis of suspected Alzheimer’s disease 
and before the patient becomes incompetent and dis- 
abled. This potential alternative should be discussed 
with a professional advisor before any action is taken, 
particularly since the Medicaid regulations were re- 
vised recently to specifically prevent a potential Med- 
icaid applicant from circumventing the asset restric- 
tions of the Medicaid program by placing his or her 
assets in trust (33). 

In appropriate circumstances, however, such an ar- 
rangement would help ensure that the trust property 
remains intact and is used solely for the benefit of the 
grantor of the trust. Most inter vivos trusts provide 
that the named trustee make payments for the grantor 
until death. The powers of the trustee are specifically 
designated in the trust agreement. The trustee may be 
an individual, a corporate fiduciary, or a guardian, but 
a corporate guardian of property cannot serve as a 
legal guardian of the person. In the case of Alzheimer’s 
disease patients and other elderly patients, the inter 
vivos trust is usually coupled with a durable power of 
attorney. Generally, the trust document provides that 
at the death of the grantor, either the property remain- 
ing in the trust is distributed to named beneficiaries 
(thus the trust also functions as a probate-avoidance 
vehicle) or it is distributed to the grantor’s estate for 
distribution according to the terms of the grantor’s 
will. 

Another frequently used strategy for asset manage- 
ment “by proxy” is the establishment of joint tenancy 
of assets. This can also become a probate-avoidance 
vehicle if the joint tenancy is coupled with a right of 
survivorship, since at the death of one of the joint 
tenants, the right of survivorship comes into play, and 
the property becomes the sole property of the remain- 
ing tenant(s). Frequently, as part of the asset manage- 
ment process for an Alzheimer’s disease patient or an 
elderly patient, property such as bank accounts, 
stocks, and bonds will be converted to joint ownership 
with survivorship, so that the joint owner can handle 
the assets for the patient, and upon the death of the 
patient, the property passes to the joint owner. Joint 
tenancy may be established with a spouse, children, or 
friends. 


WILLS 


Most elderly couples are greatly concerned about 
ensuring that the patient can eventually qualify for 
Medicaid assistance without first leaving the spouse in 
abject poverty. However, all of the financial planning 
done for the patient can become virtually worthless if 
the spouse dies with assets and without a will, thus 
transferring at least a portion of the spouse’s assets 
into the patient’s estate. Or, as is very frequently the 
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case, if the couple has made wills, these are likely to be 
what are known as “mirror” wills: each spouse leaves 
everything to the other, and at the death of the survi- 
vor everything goes to their children. The potential 
result of this arrangement can be that after much plan- 
ning, the patient is qualified for Medicaid assistance, 
but then the spouse with assets dies, leaving everything 
to the patient. This increases the patien?s available 
resources beyond the Medicaid limits, anc the patient 
then no longer qualifies for Medicaid. The desire of the 
couple to see that their children receive their estate is 
totally defeated, and the estate that they have worked 
to put together all their lives is quickly eaten up by 
health care costs. 

Regardless of one’s personal feelings about dispos- 
ing of assets in order to qualify for assistance, it must 
also be remembered that Medicaid does not pay for 
everything. A very important objective of asset man- 
agement in such circumstances should be that some 
assets remain in the hands of trustworthy persons who 
will see to it that the assets are used to pay for the 
multitude of items not covered by the Medicaid pro- 
gram and to improve the quality of the patient’s life 
during his or her final years. 

The discussion of wills usually comes back to the 
general discussion of asset management and financial 
planning, since the drafting of the will is intimately tied 
to the planning scheme. Again, for most elderly cou- 
ples this scheme entails the transfer or other disposi- 
tion of assets in a manner that allows the patient to 
qualify for Medicaid assistance at the earl:est possible 
time and that provides for the patient’s needs to the 
fullest extent possible. Again, an early diagnosis and 
disclosure of the diagnosis and its probable conse- 
quences is essential in order to give the patient and 
family as much time as possible to complete the finan- 
cial plan. 

Looking at the financial plan with Medicaid guide- 
lines in mind, one must be aware that the transfer of 
any of the patient’s assets, particularly for less than fair 
market value, is subject to what was known as the 
“2-year transfer rule,” which was increased to 30 
months as of July 1, 1988. That is, if the transfer oc- 
curs within 30 months of the date of the application 
for Medicaid assistance, the transfer will be ignored, 
and the transferred asset will be considered by Medi- 
caid as an available resource (34). For example, an 
elderly person who enters a nursing home and gives his 
or her house to an adult child will be ineligible for 
Medicaid for 2 years after the transfer. The county 
social worker who reviews the Medicaid application 
has the authority to review all financial records of the 
applicant for the 2 years immediately preceding the 
application to determine whether any transfers have 
taken place for purposes of qualifying the applicant for 
Medicaid assistance. Fortunately, under current Med- 
icaid regulations, the patient’s home is exempt, within 
certain limitations, as long as the patient’s spouse or 
other dependent relatives live in the home. Also, in 
recent years Medicaid regulations have provided that 
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once an applicant is placed in a qualified care facility, 
the spouse is usually responsible for the cost of the 
patient’s care for the balance of the first calendar 
month only, and then Medicaid assistance takes over. 
Again, this is subject to certain specific limitations, but 
it is true in most cases. 


LIVING WILLS 


If it is available in their state, the patient and family 
should be advised of a very important health-care- 
related document, the living will. In states that have 
laws making living wills possible, these documents are 
drawn up by individuals, while they are competent, to 
make known their wishes regarding maintenance of 
medical life supports in case they are rendered incom- 
petent by illness and unable to make their own deci- 
sions in terminal medical situations. Obviously, such a 
document serves to protect the physician as well as the 
patient. Living wills may not be available in every 
state, and when they are available, they will vary in 
terms of how they may be drawn. It is advisable to 
check with the hospital’s counsel or a local bar asso- 
ciation regarding specific guidelines. 


CONCLUSIONS 


It is to be hoped that the patient and family who 
seek and receive professional guidance and advice 
from an attorney and other professional advisors will 
act on that advice. Decisions may be made by the legal 
and/or financial advisor about what actions need to be 
taken and how best to accomplish what needs to be 
done. In many ways this planning is important to the 
physician, since it ensures the financial well-being of 
the patient and family and puts the physician in the 
position of having available at all times a person who 
has the legal authority to work with the physician in 
making decisions about health care and treatment. 
Therefore, first, the physician should make sure that as 
soon as a diagnosis such as Alzheimer’s disease is made 
or suspected, certain aspects of the disease are ex- 
plained to the patient and family so that they under- 
stand the need for immediate and long-range planning. 
Second, the physician should make a strong effort to 
get the patient and family to seek sound professional 
advice in this planning. These measures will serve to 
diminish the enormous emotional and financial burden 
that Alzheimer’s disease presents for the patient and 
for the family. 
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Critical Review of Liability for Benzodiazepine Abuse 
Among Alcoholics 


Domenic A. Ciraulo, M.D., Brian F. Sands, M.D., and Richard I. Shader, M.D. 





The authors critically reviewed the literature on ben- 
zodiazepine use among alcoholics, psychiatric patients, 
and the general population to determine whether alco- 
holics have a greater liability for benzodiazepine 
abuse. Data suggest that the prevalence of benzodiaz- 
epine use among alcoholics is greater than in the gen- 
eral population but comparable to the prevalence in 
psychiatric patients. The liability for abuse may also be 
greater for alcoholics, but the substantial methodolo- 
gic deficiencies of existing studies preclude such a con- 
clusion. Given the frequency of anxiety disorders and 
benzodiazepine use among alcoholics, their potential 
for benzodiazepine abuse is an important issue. The 
authors discuss clinical guidelines and strategies for 
future research. 

(Am J Psychiatry 1988; 145:1501-1506) 





A Ithough the benzodiazepines are widely accepted 
as the treatment of choice for alcohol withdrawal 
symptoms, their long-term use has been challenged on 
the basis of a presumed greater liability for abuse 
among alcoholics (1, 2). This paper critically reviews 
the evidence for such a presumption. 

In 1960, when chlordiazepoxide was first intro- 
duced into the United States, several highly favorable 
reviews were published (3, 4) on its efficacy in treating 
alcohol detoxification symptoms (i.e., acute, short- 
term use). Its efficacy in the treatment of chronic al- 
coholism has been more controversial. The earliest 
studies were predictably optimistic (5), and later, con- 
trolled studies indicated that chlordiazepoxide treat- 
ment did not improve abstinence rates, although pa- 
tients receiving it were more likely to remain in 
treatment (6—8). 
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Most reviews of the drug treatment of alcoholism 
conclude that routine use of benzodiazepines is not 
indicated on a long-term basis (9—11). However, the 
clinical reality is that many alcoholics are exposed to 
these drugs in the process of detoxification and then 
continue to receive them for the treatment of anxiety 
or insomnia (3, 12). Others may receive them when 
anxiety disorders are diagnosed after prolonged absti- 
nence from alcohol. 

The position of Alcoholics Anonymous (AA) with 
respect to psychotropic medications is clear: “expe- 
rience suggests that even though barbiturates and tran- 
quilizers (such as Librium, Valium, meprobamate, etc.) 
may be safe for most non-alcoholics, when taken ac- 
cording to a doctor’s instructions, they can be harmful 
to the alcoholic. It is often true that these substances 
create a dependence as devastating as dependence on 
alcohol” (13). Yet AA concedes that some alcoholics 
require medication and includes the treatment of de- 
pression, bipolar disorder, schizophrenia, and “other 
mental and biological illnesses” (13). 

Psychiatrists are often in the position of deciding the 
risks and benefits of benzodiazepine use in the post- 
withdrawal phase of treatment. Their decisions not 
only are made in a clinical context but also are influ- 
enced by contemporary skepticism of benzodiazepines 
by the general population (14, 15). Although the dan- 
ger of prescribing a potentially abusable medication to 
those already abusing one substance should be self- 
evident, the opposite danger (i.e., noi using a medica- 
tion when it could serve a useful purpose) is less obvi- 
ous but no less important. 

In our clinical experience, we have observed alco- 
holics in many settings and found that they have re- 
ceived benzodiazepines for a variety of reascns, includ- 
ing but not limited to detoxification, concurrent 
psychiatric illness (depression or anxiety), and sleep 
disturbance (possibly a late effect of alcohol with- 
drawal). Although most authors caution against pre- 
scribing benzodiazepines for alcoholics after detoxifi- 
cation, relatively little has been written on the actual 
risk of abuse. We review the evidence for the putative 
liability for benzodiazepine abuse among alcoholic pa- 
tients to assist the physician in making rational thera- 
peutic decisions. The issue of the efficacy of benzodiaz- 
epines in alcoholism is beyond the scope of this paper. 
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BENZODIAZEPINE ABUSE AMONG ALCOHOLICS 


METHODOLOGIC ISSUES 


Three key methodologic problems emerged in our 
review of published studies. First, terminology is not 
consistent throughout the literature. Some studies pur- 
port to examine “dependence liability” and others 
“addictiveness” or “abuse potential”; and still others 
do not state operational criteria. This inconsistency 
renders summarization of data from different studies 
inexact. 

Second, when terms such as “abuse” or “‘depen- 
dence” are used, it is not always clear what these terms 
actually mean. In some studies, physiologic depen- 
dence is used interchangeably with abuse. Physiologic 
dependence cannot necessarily be equated with abuse 
liability. Busto et al. (16) demonstrated a withdrawal 
syndrome after chronic use of several benzodiazepines 
at therapeutic doses, and Rosenberg and Chiu (17), 
using the benzodiazepine antagonist Ro15-1788, dem- 
onstrated an abstinence syndrome in cats after a single 
dose of diazepam. On the other hand, there does ap- 
pear to be a relationship in animals between the ability 
of some drugs to induce physiologic dependence and 
their ability to reinforce behavior (18). This finding 
could be related to abuse potential, but the relation- 
ship is complex. 

Another similar difficulty is that differentiation be- 
tween physiologic dependence, as demonstrated by 
withdrawal, and recrudescence of symptoms is diffi- 
cult. It is often not clear whether the symptoms being 
described are true withdrawal or simply the return of 
symptoms that had been successfully controlled by the 
medication (19). Despite the complexity, we are forced 
to consider dependency data simply because objective 
criteria are limited. 

The third methodologic problem is that of unrecog- 
nized heterogeneity. Not only are different benzodiaz- 
epines not considered separately, often they are not 
differentiated from other “sedative-hypnotics,” such as 
the substituted diols or even barbiturates. Addition- 
ally, the gender composition of the alcoholic groups 
under study is sometimes not stated. Such information 
should influence epidemiologic data; e.g., a variety of 
surveys (20-22) have found that the prevalence of ben- 
zodiazepine use by women in the general population is 
greater than the prevalence for men. 


BENZODIAZEPINE USE IN THE GENERAL 
POPULATION 


Despite the problems in methodology, some conclu- 
sions can be drawn from the literature on the abuse 
potential of these drugs among alcoholics, especially 
by examining data on benzodiazepine use in the gen- 
eral population and in psychiatric patients to provide a 
baseline for comparison. 

Determining the prevalence of benzodiazepine abuse 
among the general (nonabusing) population is some- 
thing of a tautology. Surveys of large population bases 
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zvoid by necessity the complicated questions involved 
in differentiating appropriate use of medication from 
abuse and instead tend to ask a much simpler question: 
Was there any use of any benzodiazepine in the year 
preceding the survey? Such data are remarkably con- 
sistent from study to study, but the simplifications in- 
volved make application of the findings to our ques- 
sion difficult. Prevalences of use for minor tranquilizers 
or antianxiety agents, two groups that include benzo- 
diazepines, range from 9.7% to 16% throughout sev- 
2ral studies of the general population (20-22) and 
17%-36.9% among psychiatric outpatients (23-25). 


BENZODIAZEPINE USE AMONG ALCOHOLICS 


Of the 14 papers published over the last two decades 
directly or indirectly addressing the abuse potential of 
benzodiazepines among alcoholics, 11 were experi- 
mental studies and three were case reports. 


Experimental Studies 


In a study by Burke and Anderson (26), 25 patient 
volunteers at a state hospital for alcoholism were given 
chlordiazepoxide (150 mg/day) for 2 weeks. The drug 
was then abruptly withdrawn, and the patients were 
followed for another week to assess “gastric distur- 
bances, cramps, tics, vertigo, psychotic behavior, and 
other physical and psychic complaints which might in- 
dicate withdrawal symptoms.” No evidence of “ad- 
diction or habituation” was observed. Given our cur- 
rent impressions of the length of exposure required to 
produce dependence in the general population, 2 
weeks may have been too short a treatment period. 

In 1966, Kryspin-Exner (27) studied 491 outpatients 
who had received tranquilizers for at least 4 weeks at 
an alcoholism treatment center in Austria. He sought 
to “assess the possible development of dependence in 
alcoholics on prescribed tranquilizers” and defined de- 
pendence as “requested continued prescription and de- 
veloped symptoms, such as anxiety and insomnia, 
when the drug was discontinued.” Such a definition of 
withdrawal tends to overestimate dependence because 
recrudescence of old symptoms, previously controlled 
by the medication, could also be interpreted as signs of 
withdrawal. Unfortunately, although “addiction” was 
differentiated from “dependence” as separate out- 
comes in the reported data, the terms were not cleanly 
differentiated. He found that of 302 patients receiving 
diazepam, 14% were dependent, 8% increased their 
own doses, and 2% were addicted; for the 111 patients 
receiving chlordiazepoxide, 15% were dependent, 6% 
increased their own doses, and 4% were addicted, and 
for meprobamate, the percents were 13%, 15%, and 
8%, respectively. Altogether, four patients receiving 
chlordiazepoxide and seven receiving diazepam be- 
came “addicted,” and of these, seven had histories of 
drug use in addition to alcohol dependence before the 
study. Although Kryspin-Exner studied a larger exper- 
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imental population than previous investigators, the 
time of exposure to ttanquilizers was not great (4 
weeks) and the rates of dependence that he reported 
for diazepam and chlordiazepoxide (14% and 15%, 
respectively) are probably overestimates. 

In 1975, Kryspin-Exrier and Demel (28) reported the 
results of a double-blind trial with 47 hospitalized 
male alcoholics whom they described as having “no 
primary tendency towards mixed abuse.” These pa- 
- tients were given three tablets per day for 3 days and 
on the 4th day a bag containing 10 tablets of either 
diazepam in 5 mg tablets (N=24) or identical by ap- 
pearance placebo (N=23). They were told that the 
drug was “important for the treatment of their with- 
drawal symptoms and that they must determine the 
dose themselves in accordance with their individual 
requirements”; each morning, the bag was replen- 
ished, and this procedure was continued for 32 days. 
There were no significant differences iri the total num- 
ber of tablets taken (the 23 patients receiving placebo 
took an average of 54.3 tablets, and the 24 receiving 
diazepam took an average of 52.6 tablets), in the num- 
ber of patients taking pills daily over the entire exam- 
ination period (eight for both placebo and diazepam), 
or in the number of patients who independently dis- 
continued taking tablets before the 20th day of the 
study (four for diazepam and five for placebo). The 
exclusion of patients with a “primary tendency 
towards mixed abuse” may have biased the results, 
and again the period of exposure was brief. 

In 1976, Rothstein et al. (29) studied the safety of 
long-term tranquilizer use in 220 male veterans whose 
alcoholism “‘had been of sufficient severity to warrant 
a period of hospital treatment.” Data were collected by 
self-report, but the accuracy of reporting was assumed 
to be very high because all medication was free and 
was increased or decreased according to the patients’ 
needs. “Abuse” and “misuse” were defined as “the 
repeated use of large amounts of medication, or the 
gradual increase in dosage over an extended period of 
time, to the detriment of one’s adjustment in the com- 
munity in such areas as personal life, employment, and 
sobriety” and were found in 5% of the patients stud- 
ied. Ultimately, 108 patients were followed for at least 
1 year, and during the observation period, the dose 
averaged less than 100 mg/day in 90% of the patients 
taking chlordiazepoxide (a small number were taking 
diazepam or a phenothiazine). The number of patients 
who started but did not complete the study was high 
and may have biased the results. Only 179 of the initial 
220 patients were receiving tranquilizers, and of these, 
31 had been in the study for less than 1 year when it 
ended, 22 were dropped because of rehospitalization 
or failure to report, 11 stopped medication before the 
end of 1 year, and seven developed psychiatric prob- 
lems requiring transfer or died. This high exclusion 
rate speaks to the difficulty of following alcoholic pa- 
tients for even moderate lengths of time. 

Busto et al. (30) studied 261 consecutive alcoholic 
outpatients who were given urine toxicology screens 
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for benzodiazepines and other drugs and from whom 
historical data were gathered. In one-third of the pa- 
tients, the urine screen was positive for benzodiaze- 
pines, and 54% of this one-third (or 17. 8% of the total 
sample) were said to be abusing a benzodiazepine. 
Abuse was operationally defined as obtain rig the drug 
from a nonmedical source, having a positive urine test 
for the drug, and/or having a cumulative'l fetime con- 
sumption of benzodiazepines of 2700 mg of diazepam 
or the equivalent along with a positive uzine test for 
benzodiazepines. After 6 months, all of ithe patients’ 
charts were reviewed, and positive initial rine benzo- 
diazepine screens were correlated with * “excessive” 
drug use at 6 months. “Excessive drug us” was nei- 
ther defined nor elaborated. Busto et al. (30) demon- 
strated that among alcoholics the predictzve value of 
self-reported benzodiazepine use is very hgh for pos- 
itive (r=0.87) and negative (r (r=0.83) allegations. An- 
other possible conclusion is that one-third of alcohol- 
ics referred to an alcoholism evaluation aad research 
unit were using benzodiazepines, and of zhese, 61% 
were using diazepam. Their conclusion that 54% of 
the patients with positive urine benzodiazepine screens 
were abusing the substance is, however, based on a not 
commonly accepted operational definition bor abuse. A 
lifetime benzodiazepine consumption of greater than 
the equivalent of 2700 mg of diazepam terds to exag- 
gerate estimates of abuse by including lomg-term ap- 
propriate use; e.g., a patient taking 10 mg/day of di- 
azepam for 10 months would be consicered to be 
abusing the drug. 

In 1978, Ashley et al. (31) compared sociomedical 
aspects of drug-abusing and non-drug-abusing alco- 
holics admitted to the medical unit of the Addiction 
Research Foundation of Ontario. Between April 1967 
and July 1969, “more than 1000” alcoholics were vol- 
untarily admitted, and 1001 were included in the 
study. Information on the use of alcohol, barbiturates, 
“tranquilizers,” opiates, other hypnotic secatives, am- 
phetamines, antidepressants, and other drigs was ob- 
tained by interview. The use of such drugs was cate- 
gorized (on the basis of the self-report: as either 
normal use or abnormal (i.e., “they were not pre- 
scribed, or if prescribed, they were used iin excess of 
usual medical practice”) use. 

On the basis of their normal or abnormal use of 
these other drugs, the patients were classified as either 
“pure” (N=773) or “mixed” (N=228) alcoholics. Of 
the pure alcoholics, 26.9% (N=208) used prescribed 
tranquilizers according to usual medical practice as did 
16.2% (N=37) of the mixed alcoholics (i.e., the drug 
whose abuse resulted in their classification as “mixed” 
abusers was not a “‘tranquilizer”’); 45.2% (N=103) of 
the “mixed” alcoholics used them “‘abnormally.” In 
other words, of 1001 hospitalized alcotolics, 245 
(24.5%) were using tranquilizers in a way consistent 
with usual practice, and 103 (10.3%) were abusing 
them. Ashley et al. did not report which tranquilizers 
were used or if corroborative evidence for use was 
obtained. 
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BENZODIAZEPINE ABUSE AMONG ALCOHOLICS 


Schuckit and Morrissey (32) interviewed.293 of 339 
alcoholic women consecutively admitted to a county 
detoxification facility in 1976 t6 determine their rate 
of abuse of drugs other than alcohol. Of the 339 
women, 4% refused to complete the interview and 
10% were “either too psychologically ill or signed out 
before an interview could be done.” Abuse of alcohol 
was defined in the same way as abuse of other drugs: 
“occiirrence of a major life problem related to the use 
of a substance, including one of the following: a mar- 
ital separation or divorce related to drugs or alcohol, 
multiple alcohol- or drug-related arrests, physical evi- 
dence that the substance had harmed health, loss of a 
job because of substance use, or, for drugs other than 
alcohol, intravenous use.” The data were analyzed in a 
variety of ways, especially with reference to socioeco- 
nomic factors. What is applicable to our review is that 
two-thirds of the subjects had received antianxiety 
drugs, barbiturates, amphetamines, or opiates. Ap- 
proximately one-third of the subjects met study criteria 
tor ‘abuse (29% abused depressarits and 57% were 
noted merely as having received sedative-hypnotics). 
Benzodiazepines were not referred to specifically but 
were included as either sedative-hypnotics or depres- 
sants; however, sedative-hypnotics were distinguished 
xom barbiturates only for the group of users and not 
zor the group of abusers..Given that limitation, we can 
conclude only that fewer than 29% of the 293 women 
were abusing sedative-hypnotics according to the 
study criteria. This is the only study to look exclusively 
at women, a group previously shown (21, 22) to have 
a higher rate of prescription benzodiazepine use than 
men. 

Sokolow et al. (33) attempted to definie the incidence 
and prevalence of multiple substance use among pa- 
tients treated primarily for alcoholism at 17 state- 
funded alcoholism rehabilitation centers between Feb- 
ruary and June 1977. A large cohort (1,340 patients) 
agreed to participate in the study, but the size of the 
initial pool of patients was not reported. Data were 
collected by interview during admission, at 3 months 
after discharge (71% response), and at & months after 
discharge (67% response). Of the patients, 12.7% re- 
ported the use of a “minor tranquilizer” at admission, 
9.1% at 3 months postdischarge, and 8.1% at 8 
months postdischarge. This study is one of only a few 
to attempt lorigitudinal follow-up. The results imply 
that alcoholics tend to reduce their benzodiazepine use 
with time, perhaps as prolonged abstinence syndromes 
abate. However, this study reported data on benzodi- 
azepine use, not abuse, that was obtained by self-re- 
port without objective verification. 

In a study by Kania and Kofoed (34) urine speci- 
mens were obtained from all current patients of a Vet- 
erans Administration outpatient substance abuse clinic 
that treated “both alcoholics and a small number of 
abusers of other drugs.” Samples were collected from 
112 of 120 current patients; of these, four (3%) were 
positive for benzodiazepines, but there was no indica- 


1504 


tion of whether they were misusing or abusing the 
drugs. 

Bell et al. (35 ), using a statewide survey of adults in 
1975, reviewed 2,738 cases of a total of 2,985 adults 
randomly sélected for interview (cases not reviewed 
were missing values on key variables). Alcohol users 
were classified as persons drinking “several times a 
week or on a daily basis” and tranquilizer users were 
those who reported the use of a tranquilizer in the 
previous year. Defined in this way, 63.7% (N=1,745) > 
of the sample used neither alcohol nor tranquilizers, 
16.5% (N=451) used alcohol only, 16.4% (N=449) 
used tranquilizers only, and 3.4% (N=93) used alco- 
hol and tranquilizers. No distinction was miade be- 
tween abuse and use of tranquilizers. 

Urine toxicology screening and questionnaires were 
used to obtain data from 107 patients admitted to a 
United Kingdom regional alcoholism unit from No- 
vember 1982 to April 1983 ina study by Wiseman and 
Spencer-Peet (36). Of the 107 patients in the study, 44 
admitted to taking a benzodiazepine in the 2 weeks 
before admission and/or had a urine screeni positive for 
benzodiazepines. No attempt was made on the part of 
the researchers to differentiate medically indicated use 
from misuse or abuse. 


Case Report Studies 


Three reports of cases are frequently cited in the 
literature (37-39). Clare (37) reported the case of a 
39-year-old woman with an extensive history of alco- 
hol and other drug abuse (including barbiturates) who 
was started on a regimen 20 mg t.i.d. of diazepam for 
“panic attacks” and within 2 weeks had “convinced 
her general practitioner to increase the dose to 90 mg/ 
day and to prescribe monthly.” The patient ultimately 
increased her dose to 500 mg/day. Fox (38) reported 
the case of a 42-year-old man who abused lorazepam 
after discharge from an alcoholism treatment center, 
lying to obtain the drug, which he took in increasing 
quantities. Another widely quoted report is that of 
Schuster and Humphries (39), who described two 
cases of diazepam dependence and one case of diaze- 
pam, chlordiazepoxide, and meprobamate abuse 
among alcoholics. 


CONCLUSIONS 


Studies of benzodiazepine use and abuse among al- 
coholics indicate that between 3% and 41% are taking 
these drugs (10, 27, 29-32, 34, 35). Variation in the 
rates of abuse and use is probably the result of several 
factors: 1) Different samples of. alcoholics (e.g., men 
versus women, concurrent psychiatric versus concur- 
rent medical diagnoses) will probably show different 
rates of use as well as abuse; 2) different benzodiaze- 
pines may have different liabilities for abuse (40-43); 
3) there is a wide range of beliefs and practices among 
alcoholism treatment centers and among individual 
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practitioners (44); 4) the rate of abuse may have in- 
creased over time, since the more recent studies show 
higher rates of concurrent use; and 5) patients’ own 
perceptions of the drugs that they take vary according 
to their own personal experience, the experience of 
fellow patients, and information from the media. 

Accepting, for the present, the higher figures for use 
of benzodiazepines among alcoholics (Busto et al. [30], 
33.3%, and Wiseman and Spencer-Peet [36], 41%), 
we see that these rates are higher than for the general 
population (9.6%—16%) (20-22), but that they are 
more in line with those for psychiatric outpatients 
(17% —38%) (23-25). That the prevalence of benzodi- 
azepine use among alcoholics is greater than among 
the general population but comparable to that of psy- 
chiatric patients is not surprising, given the substantial 
evidence for concurrent psychiatric illness among al- 
coholics (45, 46) and the efficacy of benzodiazepines in 
treating alcohol withdrawal symptoms. Anxiety disor- 
ders, in particular, seem to be well-represented among 
alcoholics (45—47). 

In order to avoid withholding appropriate treat- 
ment, clinicians must weigh the available evidence for 
the abuse potential of benzodiazepines among alcohol- 
ics. We believe that, at the present time, there is a body 
of literature which suggests that alcoholics as a group 
may be more susceptible to benzodiazepine abuse than 
are nonalcoholics, but there is little evidence to suggest 
that all or even most alcoholics abuse them. Clearly, 
more definitive work is needed to clarify the issue, but 
in the meantime, we feel that benzodiazepines are rel- 
atively safe drugs with many uses in the treatment of 
alcoholics when prescribed rationally. 

Rational prescribing requires first and foremost a 
knowledge of what is being treated. Careful diagnostic 
work is critical: Is anxiety alcohol induced, secondary 
to withdrawal, or evidence of an anxiety disorder? Al- 
ternatives to drug treatment, such as psychotherapy or 
behavioral interventions, should always be considered. 
If drug treatment is necessary, drugs that are not as 
abusable as benzodiazepines should be considered 
(i.e., B-blockers, antihistamines, antidepressants, or 
buspirone). If a benzodiazepine is chosen, one with less 
abuse potential, such as oxazepam or halazepam, 
should be considered (41, 42). Other benzodiazepines 
that have inactive or slightly active parent compounds 
(e.g., prazepam and chlordiazepoxide) may also have 
less abuse potential, although this has not been directly 
tested. As with any drug with a potential for abuse, 
limited amounts of pills should be prescribed, and 
careful follow-up, which may include urine toxicology 
screens for other drugs of abuse, should be done. To 
determine continued need, the physicians should peri- 
odically taper patient’s medication and observe the pa- 
tient for recrudescence of symptoms. If there is evi- 
dence of coexisting alcohol and benzodiazepine abuse, 
detoxification may be problematic and should be un- 
dertaken only under close medical supervision. 

There is a need for further work in this field, and 
agreement on nomenclature under the new DSM-III-R 
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criteria is a necessary first step. One area of potential 
promise is comparative studies on abuse potential of 
antianxiety drugs in alcoholics. The results of a recent 
study (48) suggest that buspirone may have a lower 
risk of abuse than diazepam among alcoholics. The 
results of such fixed-dose paradigm studies must now 
be tested in clinical samples. Further studies are needed 
to help predict which alcoholic patients are at risk to 
abuse benzodiazepines. Finally, there is a need for lon- 
gitudinal studies of anxious alcoholics treated with 
benzodiazepines that use standardized diagnostic cri- 
teria and measure changes in anxiety, alcohol use, drug 
use, and social adjustment. 
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Psychological Factors in Preterm Labor: 
Critical Review and Theoretical Synthesis 


Haim Omer, Ph.D., and George S. Everly, Jr., Ph.D. 





Cumulative or chronic environmental stress and 
high scores on psychopathology scales have been con- 
sistently linked to preterm labor. In the laboratory, 
psychological stimuli have also been shown to affect 
uterine activity. Clinical studies suggest that interven- 
tions which reduce tension and anxiety can prevent or 
inhibit preterm labor. A model is proposed that links 
preterm labor to a disorder of arousal manifested 
physiologically as a hyperreactivity of the limbic cir- 
cuitry and its efferent components. Autonomic hyper- 
reactivity has been found repeatedly in women who 
experience preterm labor. This central hyperreactivity 
could unleash a cascade of psychophysiological reac- 
tions that could cause uterine excitation and facilitate 
preterm labor. 

(Am J Psychiatry 1988; 145:1507-1513) 





P reterm labor is defined as labor that occurs be- 
tween the beginning of the 21st week and the end 
of the 37th week of pregnancy (1). Between 5% and 
15% of all deliveries in the Western world, and prob- 
ably even more in underdeveloped nations, are pre- 
term, and they account for the majority of infant 
deaths and developmental diseases (1—3). 

Preterm labor is popularly associated with frighten- 
ing or stressful experiences. Nobody argues with Shake- 
speare’s psychosomatic poetry in The Winter's Tale: 


On her frights and griefs, 
Which never tender lady has borne greater, 
She is something before her time delivered. 


Nevertheless, preterm labor is not an accepted area 
of psychosomatic medicine, and no theory has been 
put forward to explain its psychophysiology. Perhaps 
this is because research on psychological variables in 
preterm labor has usually been lumped together with 
research on other pregnancy complications or on un- 
favorable birth outcomes, leading to equivocal findings 
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(4). Limiting research to preterm labor alone, however, 
leads to consistent findings. These can be further sup- 
ported by laboratory research on psychological stimuli 
and uterine motility. This evidence allows for the for- 
mulation of a psychophysiological hypothesis without 
which the field must probably remain in a conceptual 
limbo. 


LIFE EVENTS AND ENVIRONMENTAL STRESSES 


Life events may influence the onset of labor in two 
different ways. A causative role may be attributed to 
acute events immediately preceding delivery or to an 
accumulation of life stresses over longer periods of 
time. In this article, the first view will be called “the 
immediate causation hypothesis” and the second, “the 
accumulation hypothesis.” These processes are not 
necessarily mutually exclusive. It is best to study them 
separately, however, because the two hypotheses may 
assume different mechanisms of causation and call for 
different research strategies. In what follows, both 
hypotheses will be examined. 

Life events have been linked to preterm deliveries in 
a series of similarly constructed retrospective studies. 
Life events of women who had preterm and term la- 
bors were assessed after delivery, and the frequency of 
these events was compared. Gunter (5), using a struc- 
tured interview, compared life events that had oc- 
curred all through the mothers’ past lives. Only major 
stressful events (such as bereavement, abandonment, 
and serious illnesses in the subject or the immediate 
family) were included. There were more of these events 
in the preterm group. Schwartz (6) compared life 
events during pregnancy and in the 21⁄2 years preceding 
it. Preterm women had had more life events. Berkowitz 
and Kasl (7) found that life events during pregnancy 
were higher for the preterm group, but only for the 
first two trimesters. These three studies favored the 
accumulation hypothesis. 

Newton et al. (8) divided their preterm sample into 
two subsamples of women with very early deliveries 
(before the 33rd week of pregnancy) and women with 
early deliveries (from the 33rd to the 36th weeks of 
pregnancy). The women who had had very early de- 
liveries experienced far more life events than the group 
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who had had early deliveries, which in turn experi- 
enced more than the women who had had term deliv- 
eries. Group differences were due mainly to events that 
took place in the last week of pregnancy; differences in 
the earlier trimesters were small. This study, therefore, 
favored the immediate causation hypothesis. Back- 
strom et al. (9) found that women with preterm labor 
had had more life events, but these authors reported no 
statistical data, Williams et al. (10) found no difference 
between groups—a negative finding that might have 
been affected by sampling, since 1) 78% of the preterm 
deliveries in their study occurred between the 36th and 
37th gestational weeks, which would be marginal 
cases according to the usual criteria, and 2) one-third 
of the preterm sample suffered from medical problems 
directly linked to early delivery such as toxemia and 
placenta previa; women with these problems are usu- 
ally excluded from studies on psychological factors in 
preterm labor. 

Some obvious methodological shortcomings, such as 
the use of nonblind investigators or previously un- 
validated instruments (5), have been avoided in most 
studies, which have used standardized life events in- 
ventories. The retrospective design is inconclusive, 
however, for two reasons: the preterm women, driven 
to explain their early labor, might have paid more at- 
tention to events that would otherwise have been ig- 
nored; and they were probably anxious about the 
health of their infants or grieving over their deaths (not 
all studies excluded mothers of infants who had died 
or were in danger)—conditions which might have neg- 
atively influenced their perceptions of life events. 

Such difficulties might be dealt with by prospective 
studies. However, these are hard to perform, since only 
a small proportion of mothers deliver prematurely, 
making it necessary to have very large samples. Some 
prospective studies tried to avoid this difficulty by 
studying a broad target population. Instead of dealing 
with only one pregnancy outcome, such as preterm 
deliveries, they focused on a large list of complications 
including preterm delivery, high blood pressure, 
threatening abortion, hyperemesis gravidarum, prema- 
ture rupture of the membranes, and lengthy and dif- 
ficult deliveries (11-15). These studies compared life 
events of women with pregnancy complications to 
chose of women with uncomplicated pregnancies. It 
was assumed that life events would affect all pregnancy 
complications in the same way. This assumption is un- 
iustified. According to Selye’s theory (16) (the common 
source of life events studies), stress does not affect ail 
disease processes uniformly but is detrimental to some 
and beneficial to others. Indeed, these studies had con- 
tradictory findings, advising us to focus on one prob- 
lem at a time. 

The sample size difficulty is not the only problem for 
prospective studies. Since they demand assessment of 
life events some time before the end of pregnancy, the 
immediate causation hypothesis cannot be tested. 
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Omer et al. (17) tried to deal with these difficultie 
by performing three parallel studies. The first was : 
prospective study in which, in order to increase th 
target population, we focused on all cases of pretern 
contractions, not just on those in which preterm deliv 
ery occurred. The second was a retrospective study 
conducted a few months after delivery, in which onl 
mothers whose babies were at home and healthy wer. 
used. This neutralized the effect of closeness to th 
preterm labor experience and of possible anxiety abou 
the newborn. The third study investigated the imme 
diate causation hypothesis objectively rather thai 
through self-reports. The “objective” stressful even 
was the Yom Kippur war in Israel in October 1973 
The prevalence of preterm deliveries during the wa 
and in the month afterward was assessed and com 
pared to the prevalence during the same period 1 yea 
later. The war was stressful for the whole population 
since virtually every family had members at the front 

In the first study, women were given life events ques 
tionnaires (relating to the preceding 6-month period 
between the 4th and 6th months of pregnancy an 
were contacted again after delivery. Women who re 
ported the presence of contractions at least once ever 
10 minutes for a minimum of 2 consecutive hours be 
fore the 9th month of pregnancy were assigned to th 
preterm group (this is an accepted criterion for de 
fining preterm labor); so were women hospitalized fo 
this condition. The women in the preterm group re 
ported more life events. 

In the second study, women who had had pretern 
labors or deliveries were compared to control subject 
3 to 9 months after delivery. Life events were slightt: 
more frequent in the preterm group, but not signifi 
cantly so. Even this small difference, however, was du: 
to an artifact. The following two items were rated a 
life events: “undue worry over having a handicappe 
child” and “worry over care of children while in hos 
pital.” Women hospitalized for preterm labor ar 
bound to worry more about their fetuses and abou 
their children at home than women who are expectin, 
labor and can plan for the care of their children in thei 
absence. These items show, then, a result of pretern 
labor and not a possible cause. A reanalysis of the dat: 
in which these two items were excluded obliterated th 
difference between groups. These two items might als: 
account for the findings of Newton et al. (8), particu 
larly their main finding supporting the immediate cau 
sation hypothesis, namely, a much higher frequency o 
life events in the week preceding delivery for the pre 
term group. This is precisely the week when these tw: 
items would be expected to manifest themselves. Ome 
et al. also showed (17) that length of hospitalizatio. 
was related to positive scoring on these two items. 

In the third study, data on 2,585 deliveries at fou 
different hospitals were collected for the month of th 
war and the following one, and data were collected o; 
2,759 deliveries for the same period in the followin; 


Aww. FT Marski udn th OAD Nh Ano. 


year. The number of preterm deliveries was signifi- 
cantly lower in 1973 (the war year) than in 1974. This 
finding argues against the immediate causation hy- 
pothesis. The three studies give some support to the 
accumulation hypothesis and weaken the immediate 
causation hypothesis. 

Two more prospective studies used the criterion of 
preterm delivery rather than preterm contractions. 
Newton and Hunt (18) administered life events ques- 
tionnaires to women at about 30 weeks of gestation 
and again at 37 weeks (when possible) and found more 
life events for the preterm group. Ching and Newton 
(19) found no difference between women with preterm 
labor and those who gave birth at term, but these au- 
thors presented no statistical analyses. This omission 
precludes any assessment of the comparison’s statisti- 
cal power. It might be best to ignore both this finding 
and the contrary finding of Backstrom et al. (9) be- 
cause of the lack of statistical data. 

Mamelle et al. (20) took a different approach by 
assessing occupational fatigue and its relation to pre- 
term deliveries. Five sources of occupational fatigue 
were considered: posture, work that involved an in- 
dustrial machine (for instance, a continuously vibrat- 
ing one), physical exertion, mental stress (as in highly 
routine and unstimulating work), and environmental 
discomfort (such as noisy, cold, or wet surroundings). 
Data on 3,437 deliveries were collected. Occupational 
fatigue was found to be the strongest predictor of pre- 
mature birth, neutralizing in a multiple logistic analy- 
sis the significance of socioeconomic background. It 
was a stronger predictor than previous preterm deliv- 
ery, which is usually the best variable in predictive 
studies. The last two sources of occupational fatigue 
(mental stress and environmental discomfort), which 
are the two least directly “physical” of the five, were 
the best predictors, accounting for virtually the whole 
power of the occupational fatigue scale. 

In summary, although some studies had serious 
shortcomings, most findings suggested that chronic or 
repetitive (as opposed to acute) stress contributes to 
preterm labor. 


PSYCHOPATHOLOGICAL TRENDS AND OTHER 
PSYCHOLOGICAL CHARACTERISTICS 


Early studies on the relation between scores on psy- 
chopathology tests and preterm labor used retro- 
spective designs and projective tests that had limited 
validity (5, 21). A later study (7) used validated ques- 
tionnaires, but it was also retrospective, and assess- 
ments were made close to the date of delivery. 
Although these three studies found higher psychopa- 
thology scores or more negative attitudes toward 
pregnancy in the preterm groups, their methodological 
shortcomings limit the value of these findings. 

Measures of psychopathology were also assessed in 
a series of prospective studies (11, 14, 22—24) dealing 
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with the “catch-all” category of pregnancy complica- 
tions. As in the life events studies, the findings were 
contradictory, showing that this methodology is prob- 
ably inappropriate. 

Herms and Gabelman (25) carried out a prospec- 
tive study by giving pregnant women social and per- 
sonal adjustment questionnaires in their 16th or 17th 
gestational week. The women who later underwent 
preterm labor were less well adjusted than the women 
who gave birth at term. Unfortunately, only mean 
values were presented, without data on variance or 
significance. 

Omer et al. (26) carried out two parallel studies, one 
prospective and one retrospective, of mothers of healthy 
babies only at least 3 months after they gave birth. 
Subjects in the prospective study were given Spielber- 
ger et al.’s State-Trait Anxiety Inventory and a scale 
assessing attitude toward pregnancy. The 30 women 
who developed preterm contractions had significantly 
higher anxiety ratings, but no differences were found 
in attitudes toward pregnancy. The retrospective study 
used the SCL-90 (a psychiatric symptoms checklist), 
the attitudes toward pregnancy scale, and a social sup- 
port questionnaire. The preterm group had higher 
scores on the depression, anxiety, paranoid ideation, 
and psychoticism scales of the SCL-90. There were no 
differences in attitudes toward pregnancy or perceived 
social support. 

In short, women with preterm labor scored consis- 
tently higher in psychopathology in both prospective 
and retrospective studies. This finding is different from 
that of Istvan (4), who found no consistent relation- 
ship between maternal anxiety and neonatal status in 
his review. Neonatal status is usually assessed by birth 
weights and Apgar scores, which cannot be equated 
with preterm labor (1), since they are influenced by 
many factors apart from gestational age. This multi- 
plicity of factors may explain the inconsistencies in the 
literature; indeed, focusing on preterm labor alone dis- 
pels these inconsistencies altogether. 


PSYCHOLOGICAL INTERVENTIONS AND UTERINE 
CONTRACTIONS 


It has been shown in both laboratory and clinical 
studies that psychological interventions affect uterine 
motility. Bickers (27) measured uterine activity in non- 
pregnant women suffering from unexplained infertil- 
ity. Psychological stimuli affected both the regularity 
and the amplitude of contractions in some of these 
women. Sudden noises, frightening events, and un- 
pleasant messages increased the frequency of contrac- 
tions and raised uterine tone. A calming task reduced 
and regularized uterine activity. Frohlich (28) ex- 
tended these findings to many other environmental 
stimuli. Uterine changes usually appeared within 20— 
60 seconds after presentation of the stimulus, suggest- 
ing a hormonal mechanism such as heightened norep- 
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inephrine secretion. In some cases an immediate re- 
sponse was obtained, suggesting a neural mechanism. 

Clinical studies have focused on the inhibition of 
contractions by relaxation or hypnosis. Platonov (29) 
reported on studies conducted in the Soviet Union by 
Myloslavsky in which preterm labor, among other 
pregnancy dysfunctions, was successfully treated by 
hypnosis. Although the studies involved 387 pregnan- 
cies; in 87% of which the women were successfully 
treated, it is not clear how many of them were cases of 
preterm labor. Derom (30) administered physiothera- 
peutic exercises for relaxing the abdomen and pelvis to 
women with preterm labor. The treatment group did 
better than 4 control group given only some extra staff 
attention, but no statistical data were reported. Herms 
(31) showed that relaxation reduced the frequency of 
Braxton Hicks’ sign in the 9th month of pregnancy. I 
developed a hypnotic relaxation technique for preterm 
labor (32), which, when used in addition to medica- 
tion, was clearly superior to medication alone in pro- 
longing pregnancy (p=0.002) (33). Sampling bias was 
ruled out as an explanation for these findings. 

Although these studies suggest that hypnosis and re- 
laxation are effective in preterm labor, they do not 
show what the active factor in the intervention is. Im- 
provement might be due to the influence of hypnosis 
on the uterus, to a general relaxation effect, or to the 
indirect influénce of personal support. Two recent 
studies in the field of postterm labor shed some light on 
this question. Omer and Sirkovitz (34) attempted to 
speed up labor in women who had gone beyond term 
by using hypnotic suggestions. No differences in onset 
of labor were found betweeri the treated women and 
the no-treatment control subjects, and a statistical 
power analysis showed that it was highly improbable 
that a treatment effect might have gone undetected: 
This suggests an absence of direct hypnotic influence 
on the uterus, since such an influence, if present, might 
be expected to both inhibit and enhance contractions. 
Omer et al. (35) further found that women with post- 
term labor scored lower on psychopathology scales 
than women who gave birth at term and far lower than 
those with preterm labor. All of this suggests that hyp- 
notic relaxation mzy be effective in women with pre- 
term labor because it relieves the mental stress that 
characterizes these patients. With women who go be- 
yond term, in whom mental stress is much lower, hyp- 
notic relaxation is not helpful. 

The mental stress reduction hypothesis gains sup- 
port from findings on prevention programs for women 
at risk for preterm delivery. These programs are based 
mainly on informing these women about the symp- 
toms of preterm labor, frequent visits to the clinic, and 
free contact with medical staff (36-38). Such programs 
have succeeded in reducing the rate of premature 
births by more than 50%. Since only a very small frac- 
tion of women received medication in the programs (a 
smaller fraction of them than of the control subjects), 
this could not account for the reduction in prematurity 
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rate, which was probably due to the programs’ anxi- 
ety-reducing effects. 


PSYCHOPHYSIOLOGICAL FACTORS 


Studies conducted in Germany have pointed to a 
probable physiological marker in women’ who give 
birth prematurely. These women have a lower rheo- 
base (a lower threshold of muscular contraction in re- 
sponse to electrical stimulation, which is measured in 
the patients’ tibial muscles) than women who give 
birth at term (39-42). Herms (31) reported that fol- 
lowing relaxation, which reduced the frequency of 
Braxton Hicks’ sign, the rheobase was raised. Kochen- 
stein (43) attributed these findings to an experimenter 
effect, but a carefully controlled prospective study rep- 
licated the original findings (44). 

The rheobase may be an index of a person’s high 
muscle tone and the tendency to overreact. when under 
stress (45, 46). These characteristics may be part of the 
psychophysiology of preterm labor and may explain 
the effect of hypnosis and relaxation on this condition. 

In addition, some “stress hormones” are known to 
affect the uterus. Omer has suggested (47) the possible 
involvement of catecholamines in preterm labor: nor- 
epinephrine increases uterine contractions (48), and 
epinephrine, although it reduces these contractions in 
the short run, increases them in the long rin in what is 
termed “the rebound reaction” (49, 50). Anxiety- 
reducing interventions may reduce catecholamine lev- 
els (51) and thus help to inhibit contractions. 

Oxvtocin and immunosuppressive substances such 
as the corticosteroids may also be involved. Oxytocin 
has joined the list of hormones considered to be a part 
of the stress response (52, 53), and it also stimulates 
the uterus. Takahashi et al. (54) showed that sensitiv- 
ity to oxytocin is higher in women with premature 
deliveries than in women who give birth at term or 
after term. The latter have a particularly low sensitivity 
to oxytocin. This sensitivity-to-oxytocin curve pre- 
cisely parallels the decreasing psychopathology scores 
that were found for women with preterm, term, and 
postterm labor (35). The hypothetical irifluence of cor- 
ticosteroids and other immunosuppressive substances 
is indirect. Stress increases corticosteroid secretion 
(55), and this may play a role in preterm labor by 


’ means of immunosuppression. Not long ago, the cor- 


ticosteroids were corisidered to be the main mediator 
between stress and immunodeficiency (16). Currently, 
it is becoming clear that other substances, such as the 
opiates, may also play a part in this mediation (56). 
Infectious diseases are known to increase the risk of 
preterm labor (57); amnionitis in particular has been 
clearly implicated (58). A decrease in immune defenses 
might predispose women under chronic stress to am- 
nionitis or other infectious diseases, thus increasing 
their risk of preterm labor. 
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FIGURE 1. Arousal Model of Psychophysiologically Induced Uterine Contractions 
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THE HYPERREACTIVITY MODE: PRETERM LABOR 
AS A DISORDER OF AROUSAL 


The main findings to be explained by the hyperre- 
activity model are that 1) chronic stress is related to 
preterm labor, 2) women with preterm labor have 
high psychopathology scores, 3) hypnosis and relax- 
ation seem to be helpful in treating preterm labor be- 
cause they reduce anxiety, and 4) women with preterm 
labor have a lower rheobase and a higher sensitivity to 
oxytocin. 

This model views preterm labor as a multicausal 
phenomenon (57). Psychophysiological processes may 
increase the risk of preterm labor but should not be 
seen as causing it themselves. Other known or sus- 
pected risk factors, such as genetic predisposition, dis- 
eases in the mother or fetus, physical strain, cigarette 
smoking, and coitus might add to psychophysiological 
processes in triggering preterm labor (57-59). Only 
when we consider preterm labor multicausally can we 
explain the difference between the influence of acute 
stress and the influence of chronic stress in this condi- 
tion. The reason for the involvement of chronic 
stress—whereas there is no clear evidence for the in- 
volvement of acute stress—is that in chronic stress the 
physiological concomitants of the condition are con- 
tinuously available for combining with other factors to 
compound the risk. In acute stress, although similar 
physiological manifestations may develop, chances are 
much lower of their overlapping in time with other risk 
factors, thus precipitating uterine contractions. 

Psychophysiologically, we may view preterm labor 
as a disorder of arousal. This concept has been pro- 


Am J Psychiatry 145:12, December 1988 


Adrenal medullae (secrete epi- 
nephrine and norepinephrine into 


Uterus 


Limbic system 


Septal-hippocampal complex 


| 


Median eminence 


Supraopticonypothalamic nuclei 


| 


Posterior hypothalamus (secretes 
oxytocin inte circulation) 


| 


Uterus 


Corticotropin-releasing factor 


Anterior pituitary (secretes adre- 
nocorticotropic hormone into cir- 
culation) 


Adrenal cortexes (secrete gluco- 
corticoids into circulation) 


Systemic immunosuppression 


posed as a generic name for various anxiety and stress- 
related disorders that are characterized by a lowered 
threshold for excitation or a pathognomonic status of 
excessive arousal within the limbic circuitry and its 
neurological, neuroendocrine, and endocrine efferent 
components (paper presented by G. Everly at the 
Eighth National Trauma Symposium, University of 
Maryland School of Medicine, Baltimore, November 
1985). This chronic state of arousal sensitization is 
similar to that of Gellhorn’s ‘‘ergotropic tuning” (60) 
and Weil’s highly charged arousal system (61). It can 
give rise to a host of psychiatric and somatic disorders. 
Among the many psychiatric dysfunctions in which 
excessive arousal has been implicated are anxiety- 
related disorders and affective disorders (62—64). 
Among somatic illnesses, excessive arousal has been 
implicated in hypertension (65, 66), in various other 
cardiovascular diseases (65, 67), in muscle contraction 
syndromes (61, 68), and in many gastrointestinal dis- 
orders (69). The fact that all of these disorders are 
characterized by a state of neurological hypersensitiv- 
ity to stimulation or of sustained pathogenic excitation 
seems to warrant their common conceptualization as 
disorders of arousal. 

A lowered activation threshold could be brought 
about by constitutional tendencies or by acutely in- 
tense or chronically repeated CNS stimulation (63). 
This state of central hypersensitivity might then be per- 
petuated in a vicious circle by high adrenergic activity, 
neuromuscular tension, and cognitive excitation. 

Neurological hyperreactivity manifests itself by a 
cascade of physiological responses in all efferent com- 
ponents of the limbic circuitry. This multiple response 
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chain might affect the uterus in various ways: 1) 
through norepinephrine secretion (48), 2) through pro- 
longed epinephrine secretion, which causes a rebound 
effect (49, 50), 3) through oxytocin release (54), 4) 
through skeletal-muscular activation, which in turn in- 
fluences (through interneurons) sympathetic neurons 
responsible for uterine innervation (44), and 5) indi- 
rectly, through immunosuppression and heightened 
vulnerability to infectious diseases (57, 58). Figure 1 
gives a schematic representation of this multiple reac- 
tive chain. 

In spite of methodological controversy, most re- 
search has substantiated the hypothesis that relaxation 
reduces adrenergic and neuromuscular arousal as well 
as cognitive excitation (70-72). This inhibition of the 
physiological cascade (figure 1) through relaxation 
may in turn allay uterine contractions. 

This model explains the major findings in the 
present review and leads to the following predictions. 
1) Women who have preterm labor should show 
higher uterine reactivity to psychological stimuli than 
women who give birth at term. This reactivity may 
manifest itself by more frequent arid stronger contrac- 
tions or by a slower return to baseline levels. 2) 
Women with preterm labor should also show higher 
reactivity to psychological stimuli in other dimensions 
of the hypersensitivity spectrum (e.g., stronger neuro- 
muscular and adrenergic reactions). 3) The effect of 
relaxation in dampening physiological reactivity in 
women with preterm labor should predict their differ- 
ential response to relaxation treatment in labor. For 
instance, relaxation’s effect on the rheobase could be 
such a predictor. 4) “Alert” hypnosis should be less 
effective for preterm labor than hypnosis achieved 
through a relaxation induction. Any other form of psy- 
chotherapeutic intervention should be effective to the 
extent that it reduces tension and anxiety. 5) Minor 
tranquilizers or sedative/hypnotic agents could inter- 
rupt the excitatory loop and might thus be effective in 
preterm labor. These possible benefits should, how- 
ever, be weighed against possible detrimental drug 
effects. 
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Regular Articles 


Reimbursement for Partial Hospitalization: 
A Survey and Policy Implications 


Ellen Leibenluft, M.D., and Robert F. Leibenluft, J.D. 


Lack of third-party reimbursement is frequently 
cited as a cause of underutilization of partial hospital- 
ization. The authors contacted a sample of health 
maintenance organizations (HMOs) and public and 
private payers to obtain information about their pay- 
ment policies. They conclude that in the private sector, 
reimbursement barriers are diminishing but that clini- 
cians frequently must obtain an extracontractual agree- 
ment for coverage. Partial hospitalization is particu- 
larly attractive to HMOs and others that pay on a 
capitated basis and can strictly control utilization. 
A recent clarification of Medicare guidelines may fa- 
cilitate reimbursement for hospital-based programs, 
but there remain significant disincentives under the 
Medicare statute for widespread utilization of partial 
hospitalization. 

(Am J Psychiatry 1988; 145:1514-1520) 


hroughout the last two decades, as health care 

costs have rapidly escalated (1), policymakers 
have sought to encourage the development of cost- 
effective health care delivery systems. In the mental 
health field, attention has focused on the cost of psy- 
chiatric hospitalization, which constitutes 70% of to- 
tal annual mental health expenditures (2). A body of 
literature, which we will review, suggests that partial 
hospitalization is a cost-effective alternative to hospi- 


Received Dec. 11, 1987; revision received May 16, 1988; accepted 
June 24, 1988. From the Department of Psychiatry, Georgetown 
University School of Medicine, and Hogan & Hartson, Washington, 
D.C. Address reprint requests to Robert F, Leibenluft, J.D., Hogan 
& Hartson, 555 13th St., N.W., Washington, DC 20004. 

The authors thank Thomas Hoyer, Harold S, Luft, Ph.D., Thomas 
G. McGuire, Ph.D., and Steven S. Sharfstein, M.D., for their helpful 
comments on this manuscript. 

Copyright © 1988 Amezican Psychiatric Association. 


1414 


talization in many clinical situations. Partial hospital- 
ization is defined as “an ambulatory treatment pro- 
gram... designed for patients with serious mental 
disorders who require coordinated intensive, compre- 
hensive, and multidisciplinary treatment not provided 
in an outpatient clinic setting” (3). The American Hos- 
pital Association 1985 survey found that 901 hospi- 
tals, or 14.3% of the 6,304 reporting hospitals in the 
United States, had a partial hospitalization program 
(4). The APA currently is conducting a survey of a 
sample of these programs, as well as of 500 freestand- 
ing partial care facilities (5). 

Despite partial hospitalization’s potential as an al- 
ternative to hospitalization, providers note that partial 
hospitalization is underutilized and frequently cite in- 
adequate reimbursement as one contributing factor 
(6, 7). However, the policies of public and private 
third-party payers with respect to partial hospital- 
ization Lave not been described and critiqued in the 
literature. For example, the APA’s Coverage Cata- 
logue (81, which is generally quite detailed in its de- 
scription of the mental health benefits of various 
employee benefit plans, merely notes whether or not 
partial hospitalization is a covered benefit, without 
providing any other details. Thus, it is unclear to what 
extent inadequate reimbursement does in fact discour- 
age the use of partial hospitalization. Furthermore, if 
reimbursement policies are a barrier to the use of par- 
tial hospitalization, it is unclear why such policies 
should persist in an era of increased concern about 
health care costs. 

To clarify the extent of reimbursement for partial 
hospitalization, we contacted a number of major pri- 
vate insurers and health maintenance organizations 
(HMOs) and obtained literature concerning the perti- 
nent Medicare and Medicaid regulations. We obtained 
information about both current reimbursement poli- 
cies and anticipated trends in this rapidly evolving 
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field. We will present our findings and discuss their 
clinical and policy implications. For clinicians, we will 
present information concerning the circumstances un- 
der which reimbursement for partial hospitalization is 
likely to be available, now and in the future. For third- 
party payers, we will describe different models of re- 
imbursement and, to the extent that such data are 
available, the relative success of these models. For 
administrators and clinicians working in partial hos- 
pitalization programs, we will discuss the implications 
of our findings for program development and efforts to 
obtain more widespread coverage. And finally, for 
researchers, we will suggest projects that could help 
guide the formation of rational reimbursement 
policies. 

A number of studies have examined the clinical ef- 
ficacy and cost effectiveness of partial hospitalization 
as an alternative to hospitalization, as a transition 
from the hospital to the community, and as an alter- 
native to outpatient care. There are several excellent 
reviews of these studies (9—14). All of the reviews con- 
clude that, despite methodological shortcomings, the 
literature demonstrates that partial hospitalization (as 
well as other alternatives to hospitalization) is at least 
as effective as, and possibly superior to, inpatient treat- 
ment in terms of both clinical outcome and cost effec- 
tiveness. For example, Kiesler (9) reverses the usual 
assumption and considers hospitalization to be the ex- 
perimental treatment. Reviewing only those 10 studies 
which use random assignment of patients to groups, he 
concludes that in no instance were the outcomes of 
hospitalization, which was always more costly, supe- 
rior to those of the alternative treatment. 

Several articles have examined what Fink and asso- 
ciates (15) call partial hospitalization’s “paradoxical 
underutilization,” given its demonstrated efficacy and 
cost effectiveness (16—20). Fink et al. (15) posit as the 
major causes for underutilization clinician bias, family 
preference, the need for hospital administrators to 
maintain a high occupancy rate, and lack of reimburse- 
ment. In discussing the resistance of third-party payers 
to reimburse partial hospitalization, Fink (21) notes 
the overinclusive goals of many partial hospitalization 
programs, the lack of standards for programs, the need 
to eliminate inpatient beds if partial hospitalization is 
to realize a true savings, and the lack of consumer 
demand. However, reimbursement alone does not ac- 
count for the underutilization of partial hospitaliza- 
tion, since empirical studies show significant clinician 
bias against partial hospitalization (22, 23), and a Brit- 
ish study demonstrated that clinician bias is a signifi- 
cant predictor of treatment site in the absence of reim- 
bursement incentives (24). 

The literature includes reports of three pilot pro- 
grams sponsored by insurance companies and designed 
to test the effect of removing reimbursement barriers 
to the use of partial hospitalization as an alternative to 
inpatient care (17, 25). While each of these programs 
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demonstrated that partial hospitalization was cost 
effective, two ultimately were discontinued (15, 25). 


METHOD 


To investigate reimbursement for partial hospital- 
ization in the private sector, we contacted a number of 
major insurers, including commercial insurers, Blue 
Cross and Blue Shield plans, and HMOs. In each or- 
ganization, we located one or more persons knowl- 
edgeable about partial hospitalization reimbursement 
and conducted a semistructured telephone interview. 
In most instances, the interviewees were medical direc- 
tors and directors of psychiatric utilization review (the 
names of the interviewees are available from the senior 
author). In the interview, we inquired about the fre- 
quency with which the company wrote policies cover- 
ing partial hospitalization; whether partial hospitaliza- 
tion was covered as an inpatient or outpatient benefit, 
or as a unique service; information concerning typical 
copayments, deductibles, and maximum benefits; uti- 
lization review activities; information about how the 
partial hospitalization benefit had been utilized; 
whether there was a trend toward increasing coverage 
and, if so, under what circumstances; and, where per- 
tinent, the rationale for excluding partial hospitaliza- 
tion from benefit plans. With several exceptions that 
will be noted, the insurers did not compile systematic, 
numerical data about partial hospitalization utilization 
separate from other mental health benefits, nor about 
the availability of coverage for partial hospitalization 
across the myriad different plans that they write. But in 
most instances we were able to obtain meaningful re- 
sponses to the interview questions from individuals 
central to the company’s coverage and utilization re- 
view activities. 

We were able to obtain data from nine of the 11 
largest commercial insurers (Prudential of America, 
Aetna Life, Travelers Insurance, Metropolitan Life, 
Mutual of Omaha, Mutual Life, Lincoln National Life, 
Allstate Life, and Hartford Life and Accident), seven of 
the 10 largest Blue Cross and Blue Shield plans (Em- 
pire Blue Cross and Blue Shield, Pennsylvania Blue 
Shield, Blue Cross and Blue Shield of Michigan, Blue 
Cross and Blue Shield of Massachusetts, Blue Cross of 
California, Blue Cross and Blue Shield of Illinois, and 
Blue Cross of Western Pennsylvania), and seven of the 
best-established HMOs (Kaiser Permanente, Maxi- 
care, Harvard Community Health, Anchor-Rush, 
Group Health Association of Washington, D.C., U.S. 
Health Care, and Group Health Cooperative of Puget 
Sound). 

To obtain information concerning Medicare and 
Medicaid coverage for partial hospitalization, we re- 
viewed the relevant regulations and available literature 
and spoke with officials at the Health Care Financing 
Administration. 
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REIMBURSEMENT FOR PARTIAL HOSPITALIZATION 


RESULTS 
Mandated Coverage for Partial Hospitalization 


Before describing coverage for partial hospitaliza- 
tion in the private sector, we will summarize the exist- 
ing state legislation regulating such coverage. Twenty- 
six states have enacted laws that mandate private 
health insurance benefits for mental health (26). Of 
these, seven states (Colorado, Connecticut, Maine, 
New Hampshire, North Dakota, Oregon, and Ver- 
mont) mandate the inclusion of benefits for partial 
hospitalization, while one state (Maryland) mandates 
that coverage for partial hospitalization be made avail- 
able to policyholders. All but one of these specify the 
amount of reimbursement that should be provided, in- 
cluding two (Colorado and Connecticut) that mandate 
a 2:1 ratio of partial hospital to inpatient days. Given 
the limited number of states mandating coverage for 
partial hospitalization, the national impact of this leg- 
islation has been small. 


Private Insurers 


We contacted a total of 16 third-party payers, in- 
cluding seven Blue Cross and Blue Shield plans and 
nine commercial insurers. Two payers said that none 
of their policies reimburse partial hospitalization, 
while four reported that all of their policies cover it. 
Three of the insurers who routinely cover partial hos- 
pitalization generally do so on a 2:1 ratio with inpa- 
tient days, while the fourth generally reimburses par- 
tial hospitalization only as a continuation of inpatient 
care in the same facility. 

The remaining 10 insurers stated that partial hospi- 
talization is usually not specified as a benefit in the 
policies that they write. (Of the 317 policies in The 
Coverage Catalog [8], 134 [42%] reimburse partial 
hospitalization, 89 [28%] do not, and 94 [30%] do 
not specify.) When partial hospitalization is not spec- 
ified, a partial hospital day is reimbursed as an outpa- 
tient visit, with relatively high copayments and a low 
annual maximum. Such reimbursement is therefore 
unfavorable to both the facility, which would recoup 
only a fraction of its cost, and the patient. However, 
eight of these insurers said that benefits for partial hos- 
pitalization could be obtained through an extracon- 
tractual agreement whereby the physician establishes 
that the patient requires a level of care equivalent to an 
inpatient setting and designs a treatment plan to pro- 
vide that care outside the hospital. Extracontractual 
agreements are sometimes initiated by the insurer 
when concurrent review identifies a patient who has 
incurred a large hospital bill, and the physician agrees 
that the patient could be managed in a partial hospital 
setting. Under an extracontractual agreement, the par- 
tial hospital facility receives fee-for-service reimburse- 
ment, while the physician usually receives payment as 
if the patient were hospitalized. The maximum benefit 
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is generally equivalent to the inpatient benefit. Con- 
current utilization review monitors the patient’s treat- 
ment, using criteria for appropriateness that are simi- 
lar to those used for inpatient treatment. 

Insurers vary as to the standards (if any) that they 
use to certify partial hospitalization programs as eligi- 
ble for reimbursement. Some require approval of the 
Joint. Commission on Accreditation of Healthcare Or- 
ganizations. While insurers do not routinely compile 
data about partial hospitalization utilization, the clin- 
ical group most commonly mentioned as frequent uti- 
lizers was adolescents. 

Predictions for the future were mixed. Insurers 
noted a low level of awareness about partial hospital- 
ization among employer groups negotiating benefits 
and, therefore, little consumer demand. While the 
trend in general is toward diminishing mental health 
benefits, the increased use of concurrent utilization re- 
view tempers insurers’ concerns about potential over- 
use of partial hospitalization benefits. Two insurers are 
actively marketing partial hospitalization benefits by 
educating employers about the use of partial hospital- 
ization as an alternative to hospitalization. Only one of 
the insurers foresaw a time when partial hospitaliza- 
tion might have utilization criteria that would allow its 
use for patients not otherwise needing hospitalization. 

We were told of three previously unreported pilot 
programs that insurers have conducted concerning re- 
imbursement for partial hospitalization. One was be- 
gun by Empire Blue Cross and Blue Shield in 1983 and 
had a goal of using partial hospitalization as a substi- 
tute for hospitalization for 500 patients. The project 
was designed so that the basic inpatient benefit (30 
days) could be used for partial hospital days at a 2:1 
ratio. Thirteen hospitals agreed to participate in the 
project. The project was discontinued after 3 years, 
however, because only 50 patients had been enrolled. 
Systematic follow-up was not done to determine the 
reasons for the project’s failure, but in interviews with 
us, participants cited the hospitals’ desire to keep in- 
patient beds full and a dearth of partial hospitalization 
programs equipped to treat acutely ill patients. The 
project also encountered resistance from physicians 
who were concerned that they would have less control 
over patient care and had a bias against treating pri- 
vate patients in partial hospitalization programs. 

The other two pilot projects are currently in prog- 
ress. Aetna is seeking out patients with high inpatient 
utilization and suggesting to the treating physician the 
possibility of an extracontractual agreement to allow 
the use of partial hospitalization. The project has in- 
volved approximately 75 patients over 4 months and is 
estimated to have saved the company $400,000 (J.S. 
Montgomery, personal communication). The third 
project involves Blue Cross and Blue Shield of Massa- 
chusetts, which is negotiating with providers concern- 
ing a pilot partial hospitalization program for sub- 
stance abusers. 
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HMOs 


Of the seven HMOs that we contacted, one does not 
cover partial hospitalization, four do, and two are net- 
work HMOs that write a variety of policies (for ex- 
ample, Kaiser has 14 regions, seven of which cover 
partial hospitalization on a 2:1 ratio with its inpatient 
coverage). Among the four that cover partial hospital- 
ization consistently, three do so on a 2:1 ratio with 
inpatient coverage and either run their own partial 
hospitalization programs or contract out the service 
and do extensive utilization review. These programs 
use partial hospitalization frequently to decrease inpa- 
tient length of stay and, less commonly, to avoid hos- 
pitalization. In contrast to the commercial insurers and 
Blue Cross and Blue Shield plans, the HMOs com- 
monly use partial hospitalization to allow hospital dis- 
charge after a week or less. Two plans anticipate in- 
creased use of partial hospitalization, while a third is 
establishing a pilot program consisting of a step-down 
unit staffed like a partial hospitalization program but 
with sleeping facilities. 


Medicare 


Medicare’s psychiatric coverage is subject to limita- 
tions that restrict reimbursement for partial hospital- 
ization. First, Medicare reimbursement for outpatient 
psychiatric services provided by a physician is cur- 
rently limited by an annual cap of $1,100. Medicare 
reimbursement for nonphysician psychiatric services 
depends on the setting in which the services are fur- 
nished. If these nonphysician services are furnished in 
an office or freestanding clinic, they can be reimbursed 
if they are provided in connection with a physician’s 
service and supervised by a physician. Although non- 
physician services themselves are not generally limited 
by the $1,100 cap, they will no longer be reimbursed 
once the reimbursement for physician psychiatric serv- 
ices has reached the cap. For the nonphysician services 
to be excluded from the cap, however, they must be 
itemized separately from physician services. Even so, 
some Medicare carriers have incorrectly applied the 
cap to all outpatient psychiatric services, whether fur- 
nished by physicians or nonphysician personnel (27). 

Reimbursement for nonphysician psychiatric serv- 
ices in a hospital-based partial hospitalization program 
(under Medicare’s outpatient hospital services benefit) 
is not tied to the $1,100 physician services cap. Be- 
cause these services are billed by the hospital, and not 
by the physician, they are reimbursed even after Medi- 
care has paid more than the cap in 1 year for a pa- 
tient’s physician psychiatric services. 

Until recently, there was considerable confusion 
concerning the criteria for covering hospital-based par- 
tial hospitalization activities under Medicare. This was 
heightened in 1985 by the release of a directive by the 
Health Care Financing Administration, which admin- 
isters Medicare, suggesting that payments were being 
made erroneously in some parts of the country for 
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partial hospitalization programs in which there was a 
lack of physician direction or a prolonged duration of 
services with no indication of a potential for improve- 
ment or which offered predominantly psychosocial 
services for a recreational, diversional, or custodial na- 
ture (28). As a result of this directive, the denial rate of 
Medicare coverage skyrocketed in many partial hospi- 
talization programs (29). 

After a number of meetings with partial hospitaliza- 
tion providers and their representatives, the Health 
Care Financing Administration clarified its criteria for 
coverage in a transmittal letter effective January 1, 
1987 (30). Significantly, the transmittal letter stated 
that while services must reasonably be expected to im- 
prove the patient’s condition, for some psychiatric 
patients with long-term chronic conditions, ‘‘improve- 
ment” could mean the control of symptoms and main- 
tenance of a functional level to avoid further 
deterioration or hospitalization. That is, Medicare 
coverage would be appropriate when it could be 
shown that the patient’s condition would deteriorate, 
relapse further, or require hospitalization if treatment 
was discontinued. 

The transmittal letter also clarified that the compo- 
nents of partial hospitalization programs would be in- 
dividually evaluated to determine if they are eligible 
for reimbursement; those components of the program 
which met the criteria would be reimbursed, while oth- 
ers would not. While partial hospitalization programs 
that consist entirely of activity or psychosocial thera- 
pies are not covered, Medicare would cover such ther- 
apies if they are prescribed by a physician in an indi- 
vidual treatment plan. Services must be periodically 
evaluated by the physician, with entries in the medical 
record documenting the physician’s involvement. In 
December 1987, Congress adopted these criteria into 
law so that they are now binding on both the Health 
Care Financing Administration and the intermediaries 
(31). 


Medicaid 


Medicaid is administered by the states under broad 
federal guidelines. While federal law requires that state 
Medicaid programs cover certain basic services, the 
states have great latitude with respect to their coverage 
of a number of optional services, including partial hos- 
pitalization. The General Accounting Office and the 
National Institute of Mental Health currently are con- 
ducting extensive surveys concerning the scope of 
Medicaid mental health benefits across the country. A 
more limited survey of such benefits was conducted by 
the Intergovernmental Health Policy Project in 1984 
(32). 

The most extensive data on Medicaid coverage for 
partial hospitalization now available are from the Na- 
tional Council of Community Mental Health Centers, 
which in 1986 surveyed 98 state mental health associ- 
ations and programs in 53 states and territories. Of the 
48 responding states and territories, 36 (75%) pro- 
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vided Medicaid reimbursement for some type of par- 
tial hospitalization, while 12 did not (unpublished 
data). While that survey did not address the level of 
reimbursement, this, too, may vary significantly. In 
some locations, reimbursement levels are so low that 
few partial hospitalization programs find it financially 
feasible to provide services to a patient population 
comprised primarily of Medicaid beneficiaries. 

The survey by the National Council of Community 
Mental Health Centers revealed that the states which 
do reimburse for partial hospitalization have widely 
varying conditions for reimbursement which affect the 
eligibility of providers and beneficiaries and the 
amount of services covered. Partial hospitalization i is 
variably covered as an outpatient hospital service, a 
clinic service, a rehabilitative service, and a physician 
service. In addition, the survey found that within a 
number of states there was confusion as to the type of 
partial hospitalization services that were reimbursable 
under Medicaid. Often officials at the state mental 
health association and the state mental health program 
did not have a consistent understanding as to the ex- 
tent of Medicaid coverage in their own states. The 
National Association of State Mental Health Program 
Directors has attempted to clarify for providers the 
relevant regulations and policies (33). 


DISCUSSION 


Our survey has helped to clarify the current status of 
partial hospitalization reimbursement. For our discus- 
sion, we will distinguish between the uses of partial 
hospitalization for acute and chronic care (3, 21, 34). 
Acute care partial hospitalization is for those patients 
who would otherwise need hospitalization; chronic 
care partial hospitalization is for patients who require 
partial hospitalization to avoid hospitalization in the 
future or to obtain a maximally independent level of 
functioning. The issues concerning reimbursement, 
although overlapping, differ for these two types of 
patients. 

Our results indicate that the interest private insurers 
have in reimbursing partial hospitalization, now or in 
the near future, is limited only to acute care partial 
hospitalization. However, there is some evidence to 
suggest that the reimbursement barriers to the use of 
partial hospitalization in acute care for privately in- 
sured patients, while considerable, are diminishing. 
This is largely due to the recent, marked increase in 
concurrent utilization review, which insurers can em- 
ploy to limit the use of partial hospitalization. Our 
results clearly indicate that only those insurers and 
HMOs which can exert tight control over the entry 
and maintenance of patients in partial hospitalization, 
either through concurrent utilization review or provi- 
sion of the service themselves, are likely to allow or 
even encourage its use. Thus, while most policies still 
do not cover partial hospitalization other than as an 
outpatient visit, the extracontractual agreements de- 
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scribed earlier are available from many insurers. Fur- 
thermore, some of the other obstacles previously cited 
(21) as barriers to partial hospitalization as a reim- 
bursable treatment modality no longer apply. Specifi- 
cally, insurers have developed utilization criteria (e.g., 
coverage generally is limited to patients who would 
otherwise require 24-hour care but can be managed in 
a less restrictive setting), and various organizations, 
including the Joint Commission on Accreditation of 
Healthcare Organizations (35) and the American As- 
sociation for Partial Hospitalization (3), have devel- 
oped programmatic standards. 

Nonetheless, reimbursement barriers do persist in 
the private sector. The burden for initiating an extra- 
contractual agreement generally falls on the clinician. 
Since, as we will discuss later, there is evidence to dem- 
onstrate that clinicians are not likely to favor the use of 
partial hospitalization over hospitalization, this course 
is rarely followed. The partial hospitalization efficacy 
data indicate that insurers hoping to decrease mental 
health care costs would do well not only to decrease 
obstacles to the use of partial hospitalization but in 
fact to actively encourage its use. At the least, this 
means allowing inpatient benefits to be used for partial 
hospitalization, and reimbursing physician services for 
partial hospitalization patients in a manner compara- 
ble to that for hospitalized patients. In fact, one could 
argue that benefits should be structured so that the 
clinician who wishes to use hospitalization instead of 
partial hospitalization must justify the necessity of in- 
patient care. 

Our results, like those of Washburn et al. (22) and 
Fink et al. (23), demonstrate that clinician barriers are 
a significant factor in preventing the widespread use of 
partial hospitalization as an alternative to acute hos- 
pitalization. Obviously, the failure of the Empire Blue 
Cross and Blue Shield pilot project demonstrates that 
reimbursement policies alone do not account for the 
underutilization of partial hospitalization. Both insur- 
ers and partial hospitalization administrators must 
carefully examine their policies and programs to iden- 
tify barriers to clinician participation. Partial hospital- 
ization programs wishing to attract patients who 
would otherwise be hospitalized must provide services 
comparable to those of an inpatient unit, e.g., rapid 
entry into the program, timely evaluation, and inten- 
sive treatment. Weldon and Frances (34) and Astra- 
chan et al. (36) have emphasized the need for partial 
hospitalization programs to define their target popula- 
tions; if partial hospitalization is to be commonly used 
as an alternative to hospitalization, it is likely that par- 
tial hospitalization programs specialized for that pur- 
pose will be required. 

The somewhat more widespread use of partial hos- 
pitalization among HMOs, compared to the private 
insurers, demonstrates the attractiveness of partial 
hospitalization within a capitated system; that is, 
where there is a fixed dollar amount budgeted for the 
health care of each individual. A similar incentive con- 
tributed to the design of the Massachusetts Mental 
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Health Center day treatment-inn model where, when 
the budget allocated to provide mental health care to a 
catchment area was reduced, a system centered on in- 
patient care was converted to one based on the use of 
partial hospitalization and an inn (37). The use of par- 
tial hospitalization also could be expected to increase 
under prospective payment schemes, such as diagnosis- 
related groups (DRGs) (10). If and when prospective 
payment is applied to psychiatric care, both physicians 
and insurers will be forced to actively seek out alter- 
natives to hospitalization. Furthermore, there is a pos- 
sibility that Medicare will eventually use capitation 
reimbursement rather than prospective payment (38). 
In that case, the incentive to use partial hospitaliza- 
tion will be even stronger than under DRGs, because 
under capitation, the amount paid to a provider re- 
mains constant no matter how many times the patient 
is hospitalized. 

In the public sector, the recent changes in the Medi- 
care statute are a step toward a more rational policy 
that can be consistently applied. In addition, the recent 
increase in outpatient mental health benefits to $1,100 
makes it more feasible for a physician to avoid hospi- 
talizing a patient through the use of partial hospital- 
ization with frequent outpatient visits. However, the 
Medicare law still does not encourage the use of partial 
hospitalization as an alternative to hospitalization. 
First, since psychiatric units are currently exempted 
from the DRG system, hospitals lack strong incentiyes 
to reduce the length of stay of psychiatric patients by 
discharging them early to partial hospitalization pro- 
grams. Second, the $1,100 cap on outpatient mental 
health benefits may still prevent the use of partial hos- 
pitalization as an alternative to hospitalization, espe- 
cially for those patients who have more than one acute 
exacerbation of their illness in a year. We believe that 
Congress should exempt from the cap physician serv- 
ices to patients receiving partial hospitalization as an 
alternative to acute hospitalization. In such circum- 
stances, outpatient physician services are properly 
viewed as a substitute to inpatient physician services. 
Such an exemption from the cap would encourage the 
use of partial hospitalization as a cost-effective alter- 
native to inpatient care. 

Furthermore, we believe that Medicare’s benefit 
structure, which includes a differential reimbursement 
of hospital-based and freestanding partial hospitaliza- 
tion programs, should be reexamined. This policy fa- 
vors the creation and utilization of hospital-based pro- 
grams, since only hospital-based programs continue to 
be reimbursed for nonphysician services when the limit 
on physician services is reached. Thus, the policy limits 
Medicare patients’ access to care and favors those pro- 
grams which have higher overhead. Freestanding par- 
tial hospitalization programs that provide clinical serv- 
ices comparable to those of hospital-based programs 
should receive comparable reimbursement. A similar 
situation existed in the case of freestanding ambula- 
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tory surgery centers, which have benefited by an amend- 
ment to the Medicare law that allows them to be eli- 
gible for Medicare reimbursement (39). Policymakers 
should consider an amendment pertaining to free- 
standing partial hospital facilities that meet specified 
criteria for the provision of acute services. 

Reimbursement for the chronic use of partial hospi- 
talization typically falls under the aegis of Medicaid. 
The situation with respect to Medicaid reimbursement 
of partial hospitalization is inconsistent and confused. 
Each state should establish a coordinating link be- 
tween the state mental health agency and the state 
Medicaid program to facilitate the flow of information 
to providers and within the state administration. The 
situation is further confused by the fact that funds for 
partial hospitalization and funds for acute hospitaliza- 
tion may come from different budgets, so that there is 
little incentive for agencies reimbursing partial hospi- 
talization to advocate its use to decrease hospital costs. 
Consolidation of money budgeted for the care of the 
chronic mentally ill, as suggested by Talbott and Sharf- 
stein (40), would alleviate this situation. As with Medi- 
care reimbursement, we see no justification for denying 
Medicaid reimbursement to qualified freestanding clin- 
ics, as is the policy in some states. Organizations such 
as the APA, the American Association for Partial Hos- 
pitalization, and the National Association of State 
Mental Health Program Directors, should draft model 
Medicaid policies, ideally based on research compar- 
ing the experience of states that have widely divergent 
policies. 

Other areas of research are suggested by our results. 
While insurers frequently cited adolescents as frequent 
partial hospitalization users, there is no research on 
clinical indications for the use of partial hospitaliza- 
tion for adolescents. Our data did not address the ex- 
tent to which family attitudes are a barrier to the use of 
partial hospitalization as an alternative to hospitaliza- 
tion, and the existing literature is contradictory on this 
point (22, 41). Therefore, more research is in order to 
define the impact on the family of keeping the patient 
out of the hospital. Finally, while the efficacy and cost 
effectiveness of partial hospitalization as an alternative 
to hospitalization are well-documented, these issues 
are much less clear in the case of chronic uses of partial 
hospitalization. With few exceptions (e.g., 42), the 
available research does not allow one to determine 
what, if any, clinical aspects of chronic partial hospi- 
talization programs affect what, if any, target symp- 
toms. Furthermore, long-term, prospective studies 
are needed to ascertain the effect of chronic partial 
hospitalization on prognosis (including its effect on 
hospital recidivism) and to thus determine if chronic , 
partial hospitalization increases or decreases the over- 
all cost of patient care. As Medicaid policymakers 
debate the extent to which such services should be 
reimbursed, it is crucial to have more data on this 
important issue. 
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Return of Symptoms After Discontinuation of Clomipramine 


in Patients With Obsessive-Compulsive Disorder 


Michele T. Pato, M.D., Rachel Zohar-Kadouch, M.D., 
Joseph Zohar, M.D., and Dennis L. Murphy, M.D. 


To evaluate the need for maintenance drug therapy 
in patients with obsessive-compulsive disorder, the au- 
thors assessed 21 patients with obsessive-compulsive 
disorder who manifested sustained improvement dur- 
ing 5 to 27 months of clomipramine treatment and 
who agreed to participate in a double-blind discontin- 
uation study. Of 18 patients who completed the study, 
16 had substantial recurrence of obsessive-compulsive 
symptoms by the end of the 7-week placebo period. In 
addition, 11 had a significant increase in depressive 
symptoms. Treatment duration before discontinuation 
of clomipramine was not related to the frequency or 
severity of obsessive-compulsive or depressive symp- 
tom appearance. These findings suggest that prolonged 
drug treatment may be warranted for obsessive-com- 
pulsive disorder. 

(Am J Psychiatry 1988; 145:1521-1525) 





bsessive-compulsive disorder has been consid- 

ered until recently one of the most treatment- 
refractory psychiatric disorders (1). However, since 
1980 a series of controlled double-blind studies (2—6) 
have demonstrated that the tricyclic antidepressant 
clomipramine is an effective treatment for obsessive- 
compulsive disorder and that other tricyclic antide- 
pressants are not consistently effective in this disorder. 
As the data concerning clomipramine’s efficacy in 
obsessive-compulsive disorder have accumulated, the 
importance of also determining objectively the neces- 
sary duration of clomipramine treatment has become 
apparent. Thorén et al. (2) noted that at 1- to 4-year 
follow-up, six of 15 patients who had stopped clomi- 
pramine had a recurrence of their symptoms within a 
few weeks of discontinuation; their report, based 
solely on an open retrospective follow-up survey, is the 
only one to our knowledge to assess the long-term 
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outcome of clomipramine-treated obsessive-compul- 
sive disorder patients. 
We set out to examine the appropriate duration of 
clomipramine treatment in clomipramine- -responsive 
obsessive-compulsive disorder patients in a prospec- 
tive, systematic, and controlled manner. We examined 
four main questions: 1) How many patients who im- 
proved during clomipramine treatment would main- 
tain their improvement after clomipramine discontin- 
uation under double-blind conditions? 2) Is there a 
relationship between the time an obsessive-compulsive 
disorder patient has been maintained on clomipramine 
and the risk of recurrence, i.e., when might clomi- 
pramine discontinuation be clinically appropriate? 3) 
If obsessive-compulsive symptoms recur when clomi- 
pramine is discontinued, what is the time course and 
pattern of their recurrence? 4) Do patients whose 
symptoms recur after discontinuation of clomipramine 
respond again when clomipramine is reinstituted? 





METHOD 


The subject pool consisted of patients treated at the 
NIMH obsessive-compulsive disorder outpatient clinic 
for a minimum of 4 months with clomipramine who 
had experienced some demonstrable improvement in 
their symptoms. Their mean+SD duration of clomi- 
pramine treatment was 10.7+5.5 months| (range, 5-27 
months), and their mean+SD clomipramine dose was 
236+73 mg/day (range, 100-300 mg/day). The pa- 
tients included nine men and 12 women, who had a 
mean+SD age of 40.0+10.6 years. Eight were single, 
nine were married, three were divorced, land one was 
widowed. Thirteen were gainfully employed. Consent 
was obtained from each patient before the study. 

All patients met DSM-III criteria for obsessive-com- 
pulsive disorder as determined by two, independent 
psychiatrists, and all had exhibited symptoms for at 
least 3 years. Their mean+SD duration of symptoms 
was 17.4£10.9 years. Twelve (57%) had onset of their 
illness on or before age 20; another six (29%) patients 
reported onset before age 30, and three (14%) had 
onset of symptoms on or after age 30. All patients had 
obsessions, and all but two (10%) had compulsions. 
Of the 19 patients who had compulsions, seven (37%) 
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had checking, one (5%) had washing, and 11 (58%) 
had both checking and washing. In addition to obses- 
sive-compulsive disorder, 13 (62%) of the 21 patients 
had a history of depression. All patients had received 
prior pharmacologic and/or psychotherapeutic treat- 
ment that resulted in no or minimal improvement in 
obsessive-compulsive symptoms before the initiation 
of clomipramine treatment. Immediately before and 
during the course of the present study, 15 of the 21 
patients were in concurrent psychotherapy outside the 
NIMH with therapists not directly affiliated with the 
NIMH obsessive-compulsive disorder outpatient 
clinic. None of the patients were in behavioral therapy 
during the study period. All patients were initially re- 
ferred to our clinic by their therapists. 

To protect the experimental blind design, we gave 
no specific information about the duration of the study 
to the patient or the psychiatrist rater. Instead, patients 
were told that a variable number of baseline assess- 
ments would be carried out, that the medication dose 
would be changed over several months, and that this 
change would include taking no active medication at 
some point. At the beginning of the study, each pa- 
tient’s medication was switched from standard 50-mg 
tablets to unmarked capsules containing clomi- 
pramine. The number of capsules containing clomi- 
pramine or placebo taken every day remained un- 
changed throughout the study. At least two baseline 
clinical assessments were performed 2—4 weeks apart 
(except for one patient, whose baseline assessments 
were 1 week apart) during the initial period of blind 
clomipramine administration. For a patient to be in- 
cluded in the study, ratings from the two baseline as- 
sessments could not vary by more than 10%. Three 
additional ratings were conducted every 3 weeks, start- 
ing 1 week after discontinuation of clomipramine and 
continuing until all patients had not taken clomi- 
pramine for 7 weeks. Patients were withdrawn from 
clomipramine in a double-blind fashion; over a 4-day 
period, dose was changed by first substituting half of 
the active capsules with placebo capsules and then sub- 
stituting all active medications with placebo. At the 
end of the 7 weeks of placebo, the patient and rater 
were simultaneously informed that the study was com- 
pleted for that patient; then, the patient’s clinical sta- 
tus was discussed and a decision was made about 
whether to restart clomipramine. Blood for plasma 
clomipramine level determination was drawn before 
discontinuation of clomipramine to ensure that clomi- 
pramine was being taken and at the completion of the 
placebo period to ensure that the patient had not been 
taking clomipramine. 

Obsessions and compulsions at baseline and during 
the discontinuation period were assessed with several 
measures: The Yale-Brown Obsessive-Compulsive 
Scale (7) rates obsessions and compulsions separately 
and also assesses insight, indecisiveness, sense of re- 
sponsibility, slowness, global severity, and global im- 
pairment. For obsessions and compulsions, patients 
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are rated with respect to time devoted to compulsive 
rituals or obsessional thinking (separately), interfer- 
ence, distress, resistance, and degree of control. Each 
question is scored on a scale of 0 (no symptoms or 
complete control) to 4 (extreme symptoms or complete 
incapacitation). Subscales of the Yale-Brown scale, i.e., 
obsessions, compulsions, global severity, and global 
improvement, were scored separately, and the obses- 
sions and compulsions subscale scores were summed 
to yield a total Yale-Brown scale score. The NIMH 
Obsessive-Compulsive Rating Scale (T.R. Insel, per- 
sonal communication) consists of seven items, each 
rated on a 0- to 7-point scale where 0 is absence of 
symptoms and 7 is incapacitation; the items on this 
scale include obsessional thoughts, rituals, resistance, 
slowness, neurotic guilt, impairment, and avoidant be- 
havior. The Comprehensive Psychopathological Rat- 
ing Scale—Obsessive-Compulsive Disorder Subscale 
(an eight-item version and a five-item version) devel- 
oped by Thorén et al. (2) was also used. The five-item 
subscale has been demonstrated to have a high inter- 
rater reliability and to be sensitive to change (8); it 
includes the five items, rated 0 (none) to 3 (severe), that 
reflect specific obsessive-compulsive symptoms (com- 
pulsive thoughts, rituals, indecision, lassitude, and 
concentration difficulties). The eight-item version in- 
cludes three additional items that are less specific (sad- 
hess, inner tension, and concentration difficulties). The 
NIMH Global Scales (4) for obsessions and compul- 
sions, anxiety, depression, and impairment applies a 
single point to each item, ranging from 1 (no difficulty) 
to 15 (most severe). In addition, depression was also 
assessed with the 24-item modified Hamilton Rating 
Scale for Depression (9). 

The 21 patients were divided into three subgroups 
according to the duration of prior clomipramine treat- 
ment (4-8 months, N=8; 9-12 months, N=5; and 
more than 12 months, N=8). Analysis of variance 
(ANOVA) with repeated measures was performed to 
assess the statistical significance of the main effect of 
duration of placebo treatment and the possible inter- 
action between duration of clomipramine treatment 
before discontinuation and severity of symptom recur- 
rence during placebo treatment. Individual t tests be- 


tween time periods were also performed when the 
ANOVA was significant. 


RESULTS 


Of the 21 patients, 18 completed the study. Of the 
three pat.ents who did not complete the study, one was 
withdrawn because he took clomipramine during the 
placebo phase, another stopped taking all capsules 
during the course of the study, and the third was with- 
drawn because of the onset of severe depression during 
the initial clomipramine blind treatment phase. 

Sixteen of the 18 patients who completed the study 
had a substantial recurrence of their obsessive-compul- 
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sive symptoms during the 7-week placebo period. The 
reemergence of the obsessive-compulsive symptoms 
was gradual and progressive, and there was no consis- 
tent pattern of recurrence with respect to either type of 
symptom (obsession or compulsion) or type of com- 
pulsion (washing or checking). Progressive worsening 
of obsessive-compulsive symptoms started at 4 weeks 
and continued for the rest of the placebo period (figure 
1). A two-factor ANOVA comparing duration of clo- 
mipramine treatment before discontinuation with rat- 
ings during the placebo period showed no significant 
effect of duration on recurrence of obsessive-compul- 
sive symptoms and no significant interaction between 
severity of symptoms and duration of clomipramine 
treatment before discontinuation. 

Of the two patients whose obsessive-compulsive 
symptoms did not recur during the 7-week placebo 
period, one had an onset of major depression requiring 
treatment with a tricyclic antidepressant (amitrip- 
tyline). At open follow-up, her obsessive-compulsive 
symptoms recurred 19 weeks after clomipramine dis- 
continuation during continued amitriptyline treatment 
and despite improvement of her depression. Reinstitu- 
tion of clomipramine in place of amitriptyline was 
associated with substantial improvement in her obses- 
sive-compulsive symptoms and with continued remis- 
sion of her depressive symptoms. The other patient 
remained symptom free at 6-month follow-up. 

Mean+SD plasma clomipramine and desmethylclo- 
mipramine concentrations before withdrawal were 
194.0+186.9 and 350.6+189.3 ng/ml, respectively. 
At the end of the placebo period, none of the 18 pa- 
tients had detectable amounts of clomipramine, a find- 
ing that indicated compliance with the study protocol. 

During the 7-week period of treatment with pla- 
cebo, 11 of the 18 patients, 10 of whom developed a 
substantial increase in obsessive-compulsive symp- 
toms, also developed depressive symptoms. These in- 
dividuals reported changes in mood, low energy level, 
increased crying, increased guilt, and impaired concen- 
tration ability. For the entire group, the Hamilton de- 
pression scale and NIMH global depression scale in- 
dicated a statistically significant increase in scores by 4 
weeks of placebo and continued increase through 7 
weeks. 

During the first 4 weeks of clomipramine discontin- 
uation, 12 (67%) of the patients had increased diffi- 
culty sleeping, 15 (83%) had intense dreaming, and 10 
(56%) noted increased irritability. This constellation 
of symptoms either resolved by week 4 in all patients 
or was superseded by more specific obsessive-compul- 
sive or depressive symptoms. 

Clomipramine was reinstituted, in an open fashion, 
at the completion of the study in the 16 patients who 
had had symptom recurrence. Global obsessive-com- 
pulsive scores obtained after approximately 8 weeks of 
clomipramine treatment showed that patients had re- 
turned to their prestudy levels of improvement. 
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DISCUSSION 


In this study, 16 of 18 patients evaluated under dou- 
ble-blind conditions experienced profound worsening 
of obsessive-compulsive disorder symptoms after dis- 
continuation of clomipramine. This worsening, which 
became statistically significant 4 weeks after clomi- 
pramine discontinuation, was reflected by all nine ob- 
sessive-compulsive disorder rating measures used and 
appeared to be unrelated to clomipramine treatment 
duration before discontinuation or to the type of ob- 
sessive-compulsive symptoms originally present. 

While the aim of a double-blind study is to diminish 
the likelihood of bias on the part of the rater in assess- 
ing symptoms and on the part of the patient in report- 
ing symptoms, several issues remain problematic, es- 
pecially the dependence on the patients’ reports of 
their behaviors and the limited availability of scales 
assessing obsessive-compulsive disorder symptoms 
that have been widely validated (8). We hoped, how- 
ever, that by using several different scales we could 
avoid any deficits and biases which might exist on one 
particular scale. As indicated in figure 1, the significant 
findings of this study were not only exhibited on all the 
scales used but paralleled each other closely. Despite 
this, some limitations in the obsessive-compulsive dis- 
order scales became apparent in this discontinuation 
study, particularly in the areas of symptom resistance 
and avoidance. The resistance scales are predicated on 
the assumption that the intensity of the resistance is 
inversely related to the severity of illness. Unfortu- 
nately, we observed that some of our healthier patients 
manifested little resistance, apparently because the 
symptoms were still mild enough that it was easier to 
perform than to resist them. Consequently, we often 
had to give these patients higher “failure to resist” 
scores although their obsessive-compulsive disorder se- 
verity overall was low. Avoidance measures demon- 
strated the reverse problem. The severity of certain 
compulsions is often hard to judge; by avoiding situ- 
ations completely, the patients do not need to resist or 
perform the compulsions and thus their severity rat- 
ings are low when in fact they would be quite high if 
the patients were placed in the avoided situation. For 
example, one patient avoided answering the phone be- 
cause she did not want to stimulate her obsessive 
thoughts of insulting the person with whom she was 
talking. A way to circumvent this problem of avoid- 
ance in future studies is to add an avoidance item to 
the obsessive-compulsive score. Presently, only the 
NIMH obsessive-compulsive scale has a specific item 
for avoidance. However, despite these problems in the 
various scales, the scores on all scales reached signifi- 
cance by 7 weeks; thus, they would all seem to be 
adequate measures of change in obsessive-compulsive 
symptoms. 

The use of a nonactive placebo often presents a 
problem in keeping patients blinded because changes 
in side effects can reveal that they are no longer taking 
active medication. Although this methodological prob- 
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FIGURE 1. Mean Ratings in 18 Patients With Obsessive-Compulsive Disorder Before and During Discontinuation of Clomipramine® 
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“Repeated measure ANOVAs were significant for all rating scales evaluated during the baseline and 7-week placebo period (each F>13.5, 
df=3, 15, p<0.0001). The two baseline measures (A and B) were not significantly different. 


lem cannot be ruled out entirely, we tried to overcome 
it by placing the patients on a regimen of unidentifiable 
active medication for a variable length of time and not 
revealing the specific details of when and for how long 
clomipramine treatment would be withheld. 

A constellation of symptoms, including irritability, 
difficulty sleeping, and increased dreaming, observed 
in a majority of our patients during the first 4 weeks 
after discontinuation of clomipramine are similar to 
those reported after acute withdrawal of other tricyclic 
antidepressants. They seem unlikely to have been a 
result of recurrence of obsessive-compulsive disorder 
because, unlike the obsessions and compulsions, they 
subsided by 4 weeks in all patients. In addition, the 
worsening of the obsessions and compulsions cannot 
be understood as a simple acute withdrawal phenom- 
enon because they steadily worsened throughout the 
7-week discontinuation period. 

The recurrence of obsessive-compulsive symptoms 
and depressive symptoms within 4 weeks of discon- 
tinuing clomipramine in obsessive-compulsive disorder 
patients is in striking contrast to the data on major 
depression which indicate that a significant percentage 
of patients do not have early recurrence of symptoms 
after discontinuation of tricyclic antidepressants (10). 
Clinical depressive symptoms occurred concurrently 
with the worsening of the obsessive-compulsive symp- 
toms; there are several possible explanations, no one 
of which may explain all the instances of worsening 
of depression observed in 11 of our 18 patients. The 
concurrent emergence of both depressive and obses- 
sive-compulsive disorder symptoms contributes more 
evidence to the growing literature linking obsessive- 
compulsive disorder to affective disorders. Some data 
show that similar biologic markers are found in both 
depressed patients and obsessive-compulsive disorder 
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patients (6). For instance, both groups show cortisol 
nonsuppression on the dexamethasone suppression 
test (11—13), blunted growth hormone response to clo- 
nidine (14), decreased REM latency (15), and reduced 
*H-imipramine binding (16). Another interpretation of 
this simultaneous occurrence could be that the depres- 
sion is a reactive one that occurs because obsessive- 
compulsive symptoms are returning. A third explana- 
tion is that the obsessive-compulsive symptoms and 
depressive symptoms are not biologically or emotion- 
ally coupled but that clomipramine treats both disor- 
ders through separate mechanisms, and consequently 
the discontinuation of clomipramine results in the re- 
currence of both disorders (17). 

To our knowledge, this is the first study in which 
clomipramine was withdrawn in a double-blind man- 
ner for a prolonged period of time in a well-character- 
ized, clomipramine-responsive sample of patients with 
obsessive-compulsive disorder. One possible implica- 
tion of this study for the treatment of obsessive-com- 
pulsive disorder is that prolonged clomipramine ad- 
ministration is warranted because patients had 
recurrence of symptoms irrespective of treatment du- 
ration before discontinuation; however, in our non- 
controlled clinical experience, we have observed pa- 
tients who have maintained prolonged improvement 
after discontinuation of clomipramine, just as one of 
the 18 patients in this study did. As the longest dura- 
tion of treatment before discontinuation was 27 
months (mean+SD, 10.7+5.5 months), further study 
is needed to determine whether treatment for more 
than 27 months would permit discontinuation without 
recurrence. In addition, further study with a more 
gradual withdrawal plan could be considered to exam- 
ine the effects of rapidity of withdrawal on obsessive- 
compulsive symptoms results. This discontinuation 
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study supports the substantial number of direct clo- 
mipramine studies that endorse clomipramine as an 
effective treatment for obsessive-compulsive disorder, 
because the withdrawal of clomipramine in our pa- 
tients was accompanied by a significant recurrence 
of obsessive-compulsive symptoms and because rein- 
stitution of clomipramine led to global improvement 
in all patients similar to improvement attained before 
discontinuation. 
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Elevation of Immunoreactive CSF TRH in Depressed Patients 
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The concentration of thyrotropin-releasing hormone 
(TRH), a tripeptide (pyroglutamylhistidylprolin-am- 
ide), in the CSF of drug-free patients with DSM-III 
major depression, somatization disorder, and periph- 
eral neurological disorders was measured with a sen- 
sitive and specific radioimmunoassay. The depressed 
patients had markedly higher CSF TRH concen- 
trations than the other patient groups, and this find- 
ing could not be attributed to any demographic vari- 
ables. The elevation of TRH in CSF provides further 
evidence of hypothalamic-pituitary-thyroid dysfunc- 
tion in depression. 

(Am J Psychiatry 1988; 145:1526-1531) 








hyrotropin-releasing hormone (TRH), a hypo- 

A thalamic releasing hormone, was identified and 
characterized as a tripeptide (pyroglutamylhistidylpro- 
lin-amide) almost 20 years ago (1, 2). Besides its well- 
known hypophysiotropic action to stimulate synthesis 
and release of thyrotropin (TSH) from the anterior 
pituitary, a large proportion of total brain TRH is dis- 
tributed in extrahypothalamic regions and is thought 
to be involved in a physiological role independent of its 
TSH-releasing properties. In fact, brain TRH fulfills 
several of the requisite neurotransmitter criteria: It is 
preferentially localized in the synaptosomal fraction 
after density gradient centrifugation, is released by de- 
polarizing concentrations of potassium, binds to high- 
affinity CNS receptors, and alters the firing rate of 
CNS neurons, and peptidases that inactivate TRH 
have been identified (3). In animal studies TRH has 
been shown to produce a wide spectrum of behavioral 
effects such as increased arousal and antagonism of the 
sedation and narcosis produced by several CNS de- 
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pressants, including barbiturates and ethanol (4). Be- 
cause TRH was postulated to be an “endogenous er- 
gotropic substance” (5), several studies have been 
undertaken to assess the therapeutic effects of TRH in 
depressed patients (6, 7). In general, the results have 
not been encouraging (8). 

Measurement of the TSH response to exogenously 
<dministered TRH has become a widely used clinical 
test to assess the functional activity of the hypothalam- 
ic-pituitary-thyroid axis (9, 10). It has been repeatedly 
demonstrated that approximately 25% of patients 
with major depression exhibit a diminished or blunted 
TSH response to TRH, and residual impairment of 
TSH responsivity may predict poor prognosis (11). 
The neuroendocrinological mechanism of this TSH- 
blunting in depression remains obscure, but one plau- 
sible hypothesis is lowered pituitary sensitivity to TRH 
secondary to increased endogenous TRH secretion, re- 
sulting in down-regulation (reduced number) of ade- 
nohypophysial TRH receptors. 

To date, in only one study in the literature has mea- 

surement of CSF TRH in psychiatric patients been per- 
formed; depressed patients and those with various 
neurological disorders were studied (12). A significant 
increase in mean CSF TRH concentrations was found 
in the depressed group; 12 of the 15 depressed patients 
exhibited CSF TRH concentrations that were higher 
than the highest concentration found in the neurolog- 
ical control subjects. However, the authors reported 
some problems of cross-reactivity of their TRH anti- 
serum with somatostatin and urea, which raised some 
questions about their results (12). 
- In the present study we measured CSF TRH im- 
munoreactivity with a sensitive and specific radio-. 
immunoassay in a group of recently hospitalized pa- 
tents with major depression and in a control group 
consisting of neurological subjects without psychiatric 
symptoms. 


METHOD 


The control subjects (15 women and one man) were 
inpatients in a neurological unit and were diagnosed as 
having only peripheral neurological disease, such as 
neuralgias and musculoskeletal pain. Table 1 presents 
the demographic characteristics of the control subjects, 
including age, sex, body weight, height, and day of 
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TABLE 1. Demographic Characteristics of Neurological Control Subjects With and Without Somatization Disorder 


Age Weight Height 
Patient (years) Sex (kg) (cm) 
1 46 F 43 165 
2 46 M 66 170 
a 30 F 81 165 
4 43 F 74 165 
5 34 F 47 166 
6 29 F 46 151 
7 43 F 76 163 
8 48 F 57 156 
9 67 F 57 154 
10 51 F 52 158 
11 40 F 48 154 
12 42 F 80 155 
13 50 F 50 156 
14 35 F 74 160 
13: k] F 67 157 
16 53 F 51 154 





Day of 
Menstrual Cycle 
When Lumbar Puncture 


Was Done Comment 

28 No psychiatric diagnosis 

No psychiatric diagnosis 

24 No psychiatric diagnosis 

22 No psychiatric diagnosis 

4 No psychiatric diagnosis 

15 No psychiatric diagnosis 

17 No psychiatric diagnosis 


No psychiatric diagnosis 
No psychiatric diagnosis 
No psychiatric diagnosis 
No psychiatric diagnosis 
7 No psychiatric diagnosis 
4 years postmenopausal DSM-III somatization 
disorder for 22 years, 
four hospitalizations 
10 Somatization disorder 
for 10 years, two 
hospitalizations 
Somatization disorder 
for 25 years, four 
hospitalizations, 
sedative overdose 
Somatization disorder 
for 30 years, five 
hospitalizations 


1 year postmenopausal 
20 years postmenopausal 
3 years postmenopausal 





7 years postmenopausal 


3 years postmenopausal 














menstrual cycle when lumbar puncture was done. The 
mean+SD age of these patients was 44.5+9.5 years, 
and their mean+SD body weight was 61.7+13.7 kg. 
None of the control subjects had sustained a loss of 
body weight greater than 2 kg in the 6 weeks before 
admission to the hospital. All were free from other 
major medical illness according to physical examina- 
tion and laboratory tests. The majority of the control 
subjects were free of any psychiatric illness (N=12), 
but four women were diagnosed by DSM-III criteria 
as having somatization disorder. None of the control 
subjects had been treated with antipsychotic drugs, 
antidepressants, or lithium for at least 6 months be- 
fore hospitalization, and none had ever received thy- 
roid or antithyroid medications. One woman with so- 
matization disorder attempted suicide by taking an 
overdose of meprobamate and diazepam 8 days before 
hospitalization. At the time of admission she exhibited 
no signs of toxicity. All of the control subjects had 
scores of 6 or less on the Hamilton Rating Scale for 
Depression. 

Fourteen patients (13 women and one man) with 
major depression from a psychiatric ward of the same 
hospital were included in the present study; they were 
diagnosed according to DSM-III criteria. Their demo- 
graphic characteristics are shown in table 2. Nine met 
criteria for melancholia, four had psychotic features, 
and one was in a mixed bipolar state. Five of the de- 
pressed patients were admitted after a violent suicide 
attempt (but with no drug ingestion) that had occurred 
within 1 month before admission. Two other de- 
pressed patients had attempted suicide by overdose 
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with benzodiazepines (nitrazepam and diazepam) and/ 
or meprobamate. Both attempts occurred 4 and 7 days 
before the index admission, and both patients were 
detoxified immediately in an emergency unit; no signs 
of intoxication were seen on the day of the lumbar 
puncture. None of the patients had received antipsy- 
chotic drugs, antidepressants, or anticonvulsants for at 
least 2 weeks before admission, and none had received 
lithium or thyroid hormone for at least 6 months be- 
fore admission. Two female bipolar patients (aged 38 
and 63 years) in the manic phase were also studied; 
they had not been treated previously with lithium. Se- 
verity of depression was measured by the 24-item Ha- 
milton Rating Scale for Depression and by the Clinical 
Global Impression (CGI) Scale; scores on the Brief Psy- 
chiatric Rating Scale (BPRS) were also obtained from 
all patients during the first week after admission. On 
the Hamilton scale, scores greater than 27 were con- 
sidered indicative of severe depression. In the 6-week 
period before admission, the depressed patients sus- 
tained losses of body weight from 3 to 5 kg. All sub- 
jects gave informed consent. 

All control subjects and patients with affective dis- 
orders underwent lumbar punctures at 9:00—10:00 
a.m. after an overnight fast and bed rest. To control 
for potentially confounding effects of a rostral-caudal 
CSF gradient, the first 6 ml of CSF sample were used 
for peptide measurement. The CSF samples were im- 
mediately frozen at —60 °C and were transported fro- 
zen from Hungary to the United States by airplane 
within 4 months. 

On the next day after the lumbar puncture, each 
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TABLE 2. Demographic Characteristics of Depressed and Manic Patients 





Age Weight Height Current Total Hospital- 
Patient (years) Sex (kg) (cm) DSM-III Diagnosis Suicide Attempt (weeks) (years) izations 
1 39 F 54 165 Major depression None 2 1.5 2 
with melancholia 
2 25 F 80 165 Major depression Hanging 1 6 3 
with melancholia 
3 54 F 57 153 Major depression Drowning 1 3 2 
with melancholia 
4 19 F 45 154 Bipolar disorder, None 3 0.8 2 
depressed, with 
psychotic features 
5 38 F 69 154 Bipolar disorder, None 4 3 2 
manic 
6 17 F 52 162 Major depression Deep arm cuts 1 0.2 1 
with melancholia 
7 $1 F 86 157 Major depression None 8 8 4 
with melancholia 
8 63 F 79 165 Bipolar disorder, Neck cuts 2 19 6 
mixed, with 
psychotic features 
9 38 F 49 156 Major depression None 3 3 2 
with melancholia 
10 35 F 56 152 Major depression None 1 1.3 2 
with melancholia 
11 31 F 63 155 Major depression None 4 0.1 1 
with melancholia 
12 53 F 63 153 Bipolar disorder, None 2 9 6 
manic 
13 58 F 64 157 Major depression None 4 17 5 
with melancholia 
14 70 F 66 156 Major depression Sedative overdose 1 38 8 
with psychotic 
features 
15 29 M 68 175 Major depression Hanging 2 3 2 
with psychotic 
features 
16 36 F 59 155 Major depression Sedative overdose 3 0.1 1 








Duration of Illness 


depressed patient (but not the control subjects) was 
given 200 ug of TRH intravenously, as part of a stan- 
dard TRH stimulation test, as previously described 
(13). Triiodothyronine (T3) and thyroxine (T4) were 
measured by radioimmunoassay (isotope and antisera 
from the Isotope Institute of the Hungarian Academy 
of Sciences) from the baseline blood sample drawn be- 
fore the TRH injection. TSH was measured at baseline 
as well as 30 and 60 minutes after TRH injection by 
means of a commercial (Byk- Mallinckrodt) radioim- 
munoassay kit (with an interassay coefficient of vari- 
ance of less than 9%). Two to 4 days later the patients 
received 1 mg of dexamethasone orally at 10:00 p.m., 
followed by blood sampling for cortisol measurement 
at 8:00 a.m. and 3:00 p.m. the next day. Cortisol was 
measured in the plasma by a competitive protein bind- 
ing assay, with an interassay variance of less than 
12%. 

The radioimmunoassay for TRH was conducted as 
follows: Duplicate 800-jl aliquots of CSF were placed 
_ in 10-x-75-mm borosilicate glass tubes, frozen, lyoph- 
ilized, and reconstituted with 200 ul of radioimmuno- 
assay buffer (discussed below) for radioimmunoassay 
of TRH. 
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The radioimmunoassay for TRH uses an antibody 
developed in rabbits. It recognizes TRH and 3-methy]- 
His-TRH but does not recognize any other fragment of 
the TRH molecule or any other known neuropeptides. 
This antiserum is used in a double antibody, displace- 
ment radioimmunoassay at a final dilution of 1: 
80,000, has an ICs, of 20 pg, and can reliably detect 
0.625 pg of TRH per tube. The radioimmunoassay 
buffer is 0.1 M sodium chloride; 0.05 M sodium phos- 
phate (dibasic); 0.025 M EDTA; 0.01% sodium azide; 
0.1% bovine serum albumin (BSA); and 0.1% Triton 
X-100, adjusted to a pH of 7.3. Standard curves were 
constructed with synthetic TRH in 200 pl of radioim- 
munoassay buffer added to assay tubes containing 800 
ul of lyophilized artificial CSF. Antisera to TRH were 
dilutea. in radioimmunoassay buffer containing 1.5% 
normal rabbit serum; 100 pl were added to the assay 
tubes, and they were incubated for 20 hours at 4 °C. 
All tubes received 50 yl of '*°I-TRH (approximately 
18,000 counts per minute) 4 hours before the addition 
of 10 pl of goat antirabbit serum (Arnel Products, 
New York, N.Y.), and they were incubated at 4 °C for 
an additional 24 hours. The tubes are then centrifuged 
to separate bound from free trace, and the superna- 
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tants were aspirated. Pellets were counted for 2 min- 
utes each on an LKB Rackgamma II counter. Peptide 
concentrations are expressed as picograms of TRH per 
milliliter of CSF. 

Iodinated TRH was prepared by the chloramine T 
method, as follows: 1.0 mCi of !*°I-sodium iodide 
(Amersham) was diluted with 8 wl of 0.5 M sodium 
phosphate buffer, pH of 8.0, and 4 wl of TRH (1 mg/ 
ml) were added to the radioiodine vial. Chloramine T 
(2 wl, 1 mg/ml) was added, the mixture was kept for 30 
seconds, and 5 yl of sodium metabisulfite was added 
to terminate the reaction. After the addition of 100 wl 
of BSA (10%), the mixture was diluted with 1 ml of 
0.5 N acetic acid. The mixture was applied to a Sep- 
pak cartridge previously washed with 5 ml of metha- 
nol, followed by 5 ml of 0.5 M acetic acid. The car- 
tridge was subsequently washed with 5 ml of distilled 
H,O and 5 ml of 0.5 M acetic acid before the iodinated 
TRH was eluted with 2-3 ml of 75% acetonitrile and 
25% 0.5 M acetic acid. This eluant was evaporated to 
0.5 ml and applied to a pBondapak C78 high pressure 
liquid chromatography column equilibrated with tri- 
ethylammonium formate (TEAF), pH of 3.0 (solvent 
for pump A). The iodinated TRH was eluted with a 
continuous gradient from 60% solvent from pump A 
to 95% solvent from pump B (60% acetonitrile, 40% 
triethylammonium formate, pH of 3.0). Peak tubes 
were collected at 0.6-ml intervals in 0.1% BSA before 
being characterized for maximum immunoreactivity. 

All of the samples in this study were measured in a 
single assay. The samples were measured in duplicate, 
and we were blind to the diagnostic identity of the 
samples. The code was broken after the assay was 
completed. 

In addition to comparisons of CSF TRH concentra- 
tions between depressed patients and control subjects 
by Student’s t test for unequal variance, multiple re- 
gression analyses that used log-transformed TRH data 
were performed to determine if any significant corre- 
lations existed between several clinical and biochemi- 
cal variables and CSF TRH concentrations. 


RESULTS 


The CSF TRH concentrations in the depressed and 
control groups are shown in figure 1. The mean+SD 
CSF concentration of immunoreactive TRH in the con- 
trol subjects without psychiatric symptoms was 4.73+ 
1.8 pg/ml; it was 3.15+2.0 in the four patients with 
somatization disorder. These two groups were not sta- 
tistically different from each other (t=1.47, df=14, p> 
0.16), and they were therefore combined into a single 
nonaffective disorder control group with a mean im- 
munoreactive CSF TRH concentration of 4.38+1.8 
pg/ml. In contrast, the 14 depressed patients exhibited 
a marked elevation, almost threefold, in the mean im- 
munoreactive CSF TRH concentration (12.77+5.7 pg/ 
ml); this difference was statistically highly significant 
(t=5.27, df=16, p<0.00008, t test for unequal vari- 
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| 
FIGURE 1. CSF TRH-Like Immunoreactivity in Patients With DSM- 


JII Major Depression and in Control Subjects With Peripheral Neu- 
rological Disease or DSM-III Somatization Disorder” | 
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"The horizontal lines indicate mean values. The mean CSF TRH 
concentration of the depressed patients (mean+$D=12.77+5.7 pg/ 
ml) was significantly higher than that of the two control groups 
combined (4.38+1.8 pg/ml) (t=5.27, df=16, p<0. 00008, t test for 
unequal variance). If the data are log transformed and the variance 
is equalized (Bartlett test: x7=0.35, df=1, p>0. 50), the difference 
persists (t=5.14, df=28, p<0.00001). 


ance). When the data were log Tona and the 
variance was equalized (y*=0.35, df=1, p>0. 50, Bart- 
lett test), the difference was still highly significant 
(t=5.14, df=28, p<0.00001). The two manic patients 
had TRH concentrations of 4.8 and 4.6 pg/ml. 

The male control subject had a CSF TRH concen- 
tration of 6.2 pg/ml; the male depressed patient had a 
CSF TRH concentration of 17.2 pg/ml. It is unclear, 
due to the small number of men studied, whether any 
sex differences exist in CSF TRH levels. None of the 
demographic variables correlated significantly with 
CSF TRH concentration. There was no relationship 
between the Hamilton depression score and CSF TRH 
concentration within the depressed group. In addition, 
there was no difference in mean CSF TRH concentra- 
tions between premenopausal and postmenopausal de- 
pressed women. Multiple regression analysis with age, 
body weight, height, diagnosis of major ;depression, 
and presence of suicide attempt, with the log-trans- 
formed CSF TRH values to control for heteroscedas- 
ticity, yielded first a nonsignificant amount, of variance 
explained by the background variables of ‘age, height, 
and weight (R=0.201, F=2.35, df=3, 28, p>0.09). 
The addition of the diagnosis increased the RŽ to 
0.624, and this increment was highly! significant 
(F=30.37, df=1, 27, p<0.0001). Although it appears 
that patients who have made violent suicide attempts 
have higher CSF TRH concentrations, this difference 
was not statistically significant and resulted in no fur- 
ther increase in the variance accounted for (R?= 
0.631). 
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TABLE 3. Clinical and Biochemical Data for Depressed and Manic Patients 


Hamilton Day of Menstrual 
CGI Depression Cycle When Lumbar CSF TRH 
Patient” Score Score Puncture Was Done (pg/ml) 
1 4 35 6 18.6 
2 6 43 2 20.5 
3 5 40 6 years postmenopausal 20.5 
4 4 37 30 7.0 
5 7 26 4.8 
6 4 32 28 8.7 
7 5 33 10 years postmenopausal 19.0 
8 7 48 13 years postmenopausal 11.4 
9 5 41 18 10.5 
10 4 29 3 8.3 
11 3 30 20 11.8 
12 7 2 years postmenopausal 4.6 
13 k 37 9 years postmenopausal 4.7 
14 4 30 20 years postmenopausal 4.9 
15 7 45 17:2 
16 5 32 12 15.7 





Baseline Maximal 
Ts Ta Postdexamethasone 
TSH (nmol/ (nmol/ ATSH? Cortisol“ 
(mU/liter) liter) liter) (mU/liter) (g/dl) 
2.9 12 92 21.1 6.0 
2.0 LS 147 9.9 8.5 
13 1.6 174 13.7 0.1 
Ls 1.6 164 4.7 9.8 
1.7 EZ 102 8.8 0.4 
0.8 1.9 123 5.2 1.6 
1.1 2.0 121 5.9 0.5 
0.8 1.6 181 4.2 8.8 
0.9 12 109 13.3 12.0 
0.8 1.4 107 3.6 0.1 
0.9 1.3 97 6.1 1.6 
1.5 1.3 135 16.5 0.2 
1.3 1.0 118 5.9 8.8 
0.6 1.4 137 7.8 0.9 
2.0 1.3 154 8.5 Vite 
1.3 1.4 128 11.8 2.8 





*Patients 5 and 12 were manic, and patient 15 was male. 


ÞMaximal TSH response minus baseline at 30 or 60 minutes after 200 ug of intravenous TRH. 
“The higher of the 8:00 a.m. and the 3:00 p.m. plasma cortisol concentrations after 1 mg of dexamethasone at 10:00 p.m. the previous day. 


No correlations between CSF TRH concentrations 
and either the total Hamilton depression score or the 
CGI were found. The sample was far too small for an 
item-by-item analysis, but no individual correlation 
coefficient between CSF TRH and any of the BPRS 
items exceeded 0.30. No correlations between CSF 
TRH concentrations and weight loss before admission 
were found. 

Table 3 presents the basal plasma concentrations of 
T;, T4, and TSH, as well as the TRH stimulation test 
data and the maximal postdexamethasone cortisol 
concentrations. There were no significant correlations 
between any of these endocrinological variables and 
CSF TRH concentrations. Seven of the depressed pa- 
tients exhibited DST nonsuppression, as defined as at 
least one postdexamethasone plasma cortisol concen- 
tration above 5 pg/dl. However, no difference in CSF 
TRH concentrations between DST suppressors 
(11.71+6.1 pg/ml) and nonsuppressors (13.83+6.4 
pg/ml) was found. Finally, in the premenopausal pa- 
tients, there was no effect of day of the menstrual cycle 
on CSF TRH concentrations. 


DISCUSSION 


The present findings confirm and extend the previ- 
ous report of Kirkegaard et al. (12), which demon- 
strated elevated CSF TRH concentrations in patients 
with DSM-III major depression. All of the depressed 
patients in the present study were severely depressed, 
and 13 of 14 were either melancholic or psychotic. No 
differences in age, sex, body weight, and body height 
appeared to influence the results, in accordance with 
the findings of Kirkegaard et al. (12). 

Eleven of the 14 depressed patients had higher CSF 
TRH concentrations than the highest concentration 
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found in the control subjects. This separation between 
depression and control subjects was much greater than 
that achieved by the TRH stimulation test (9, 13). 
Moreover, no difference in TRH concentrations could 
be found in four patients with somatization disorder 
and in two patients with florid, psychotic mania. The 
latter observation suggests that elevated CSF TRH is 
neither related to psychosis per se nor associated with 
motor hyperactivity. However, the small number of 
manic patients studied renders it impossible to deter- 
mine the specificity of the increased CSF TRH concen- 
trations for depression. Moreover, the relationship of 
certain depressive symptoms such as anergia and psy- 
chomotor retardation to the elevation in CSF TRH 
levels remains unclear. Other potentially confounding 
influences on CSF TRH concentrations, such as circa- 
dian rhythm differences and rostral-caudal gradients, 
remain unexplored. 

No correlations with basal T,, T4, TSH, and TRH- 
induced TSH response were demonstrated for the im- 
munoreactive CSF TRH in major depression. Kirke- 
gaard et al. (12) also reported no correlation between 
CSF TRH and the TRH stimulation test results. The 
explanation for this lack of correlation remains ob- 
scure, but the fact that only about 30% of brain TRH 
is found in the hypothalamus suggests that CSF TRH is 
largely of nonhypothalamic origin. Therefore, the lack 
of correlation of CSF TRH concentration with mea- 
sures of pituitary-thyroid activity is not surprising. 

In addition, because plasma T, and T4 concentra- 
tions were within normal limits and no correlation was 
found between plasma thyroid hormone concentra- 
tions and CSF TRH concentrations, the elevated CSF 
TRH concentrations in the depressed patients are un- 
likely to be due to lack of negative feedback. We did 
not measure free T; separately; others have reported a 
decrease of free T; in depression (14) and have spec- 


Am J Psychiatry 145:12, December 1988 


ulated that this represented a euthyroid sick syndrome 
which could be corrected by T}, administration (15). 
There is evidence that T} supplementation of antide- 
pressant drug therapy may enhance the therapeutic ef- 
fect of these drugs and may convert nonresponders 
into responders (8, 16). Whether this drug synergism is 
related to hypersecretion of TRH, and whether CSF 
TRH concentrations are useful for predicting the ef- 
fectiveness of adding T, to antidepressant treatment, 
must be investigated in subsequent studies. 

Some data indicate that abnormal TRH stimulation 
test results may be related to violent suicidal behavior 
(17); however, not all data are consistent with this 
finding (18). In our population, subjects with violent 
suicidal behavior had a tendency for particularly high 
immunoreactive CSF TRH concentrations within the 
major depressive group, but we had no suicidal pa- 
tients with diagnoses other than major depression and 
hence could not determine whether there is an inde- 
pendent relationship between elevated CSF TRH con- 
centrations and violent suicidal behavior. This ques- 
tion is subject to further investigations. 

Finally, although no relationship between CSF TRH 
concentrations and TSH response was found in the 
present study, it is possible that chronic TRH hyper- 
secretion may result in a down-regulation, i.e., a re- 
duction in TRH receptor number. In the anterior pi- 
tuitary gland, this would result in a blunted TSH 
response to TRH. To determine whether such a rela- 
tionship exists, chronic long-term, unremitting de- 
pressed patients and first-episode, acutely depressed 
patients should be studied. 
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Postpsychotic Depression and Negative Symptoms: 
An Investigation of Syndromal Overlap 


Samuel G. Siris, M.D., Federico Adan, M.D., Miriam Cohen, Ph.D., 
John Mandeli, Ph.D., Andrew Aronson, M.D., and Elaine Casey, B.A. 


The authors studied 46 patients with the operation- 
ally defined syndrome of postpsychotic depression fol- 
lowing episodes of schizophrenia or schizoaffective 
disorder. Half of these patients were also found to 
satisfy criteria for negative symptoms. The patients 
with negative symptoms were rated as more severely ill 
on global measures, but there was only limited evi- 
dence that they were more depressed. Nevertheless, in 
a randomized double-blind trial of imipramine versus 
placebo as an adjunct to the fluphenazine decanoate 
and benztropine regimens of the patients with negative 
symptoms, the patients who received imipramine 
seemed to show more improvement. 

(Am J Psychiatry 1988; 145:1532-1537) 





E or many patients with schizophrenia, the extent of 
their incapacitation cannot be accounted for sim- 
ply by the psychotic symptomatology of their acute 
episodes or even by smoldering between-episode psy- 
chotic symptomatology. Rather, there seems to be an- 
other component (or components) of their illness that 
leads to their failure to thrive. Two syndrome concepts 
that have commonly been applied to this aspect of 
illness in certain poorly functioning patients with his- 
tories of schizophrenia are negative symptoms (1-9) 
and postpsychotic depression (10—25). Each of these 
syndromes has been reported to occur relatively com- 
monly in schizophrenia (4, 16, 20, 22, 25-36), and 
each incorporates the notion of an uninterested, un- 
derenergized state. However, studies of each of these 
two conditions have never given an operationalized 
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syndromal evaluation of the other descriptive state. 
Thus, it has remained unknown to what extent, if 
any, these two syndromes overlap, and what implica- 
tions such an overlap might hold. We therefore evalu- 
ated a series of patients who met criteria for the syn- 
drome of postpsychotic depression (37, 38) to see how 
many of them had symptom patterns that could also be 
considered consistent with a diagnosis of negative 
symptoms; we then examined the impact of that dis- 
tinction on the outcome of a therapeutic trial of ad- 
junctive imipramine. 


METHOD 


Forty-six patients between the ages of 18 and 65 
years who had diagnoses of either schizophrenia or 
schizoaffective disorder according to the Research Di- 
agnostic Criteria (RDC) (39) met the operationalized 
criteria for postpsychotic depression (37, 38) and gave 
informed consent. At the time of the index evaluation, 
all were stabilized on their clinically best weekly dose 
of fluphenazine decanoate (of which they were receiv- 
ing at least their third consecutive stable-dose injec- 
tion), and all were also receiving benztropine mesylate, 
2 mg t.i.d. by mouth. At the time of this evaluation, the 
patients were rated on items selected from the Schedule 
for Affective Disorders and Schizophrenia (SADS) (40) 
to best reflect the concepts governing the diagnosis of 
negative symptoms as elaborated by Andreasen et al. 
(4, 41). The specific criteria used for the definition of 
postpsychotic depression and negative symptoms are 
delineated in appendix 1. Patients were also rated at 
the time of the index evaluation with the Brief Psychi- 
atric Rating Scale (BPRS) (42), the Clinical Global Im- 
pression (CGI) instrument (43), and the Global Assess- 
ment Scale (GAS) (44). 

The postpsychotic depression patients who met the 
criteria for negative symptoms then underwent a 6- 
week randomized double-blind trial of either imipra- 
mine or placebo added to their fluphenazine decano- 
ate/benztropine regimen. This occurred as part of a 
general study of the efficacy of adjunctive imipramine 
in postpsychotic depression, some results of which 
have previously been published (37, 38). The imipra- 
mine dose was increased at a rate of 50 mg/day per 
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TABLE 1. Demographic and Clinical Data for 46 Patients With Postpsychatic Depression Who Did or Did Not Have Negative Symptoms 


Patients Mecting Negative 


Symptom Criteria 





Patients Not Meeting i 
Negative Symptom Criteria | 
) 





a= = i 
(N= = t (two-tailed 

ltem N Mean N Mean SD test; df=44) p 
Sex = 

Male 14 10 ' 

Female 9 13 ; 
Age (years) 32.5 6.9 32.1 10.7 0.13 i 0.896 
Hospital status al 

Inpatient 2 4 

Outpatient 21 19 
Nonpsychotic 15 16 — 
Residually psychotic 8 7 i — 
Major depressive disorder 23 21 . — 
Minor depressive disorder 0 2 | — 
Duration of remission since last ] 

episode of flagrant psychosis l 

(weeks) 61.5 111.4 36.6 60.1 0.94 ' 0.353 
Weekly intramuscular fluphenazine ; 

decanoate dose (ċc) 0.53 0.42 0.78 0.41 —1.96 0.057 
CGI severity of illness rating 5.0 0.8 4.3 0.8 2.91% 0.006 
GAS rating 38.7 7.5 45.6 9.3 —2.74 | 0.009 
Scale BPRS total 18-item score 44.0 10.9 36.4 6.7 2.88 | 0.006 


*df=43 for this item. 


week to a final dose of 150 or 200 mg/day. With main- 
tenance of the double blind, the maximum imipramine 
dose was determined on the basis of the steady-state 
imipramine/desipramine plasma level after the initial 
week of taking 50 mg/day p.o. of imipramine. If the 
combined plasma imipramine/desipramine concentra- 
tion was in excess of 100 ng/ml at that time, the final 
dose was held at 150 mg/day. Otherwise, it was in- 
creased to 200 mg/day. Plasma was obtained for de- 
termination of the imipramine/desipramine concentra- 
tion approximately 14 hours after the daily dose of 
imipramine. It was kept frozen at —20 °C until assayed 
(45). Plasma imipramine/desipramine levels were de- 
termined by the same method at the time of the 6-week 
rating. The fluphenazine and benztropine doses were 
held constant throughout the trial. Our prospectively 
determined principal global outcome measure was the 
CGI. Changes in composite symptom and summary 
scale ratings for the trial were assessed by analysis of 
covariance (ANCOVA), covarying for baseline scores 
for each variable. 


” 


RESULTS 


Twenty-three of the 46 patients with postpsychotic 
depression met the criteria for negative symptoms. The 
demographic and clinical data of the patients who did 
and did not meet the criteria for negative symptoms 
are presented in table 1. No statistically significant dif- 
ferences were found in these patients’ demographic 
characteristics. The negative symptoms group, how- 
ever, was rated as more impaired overall according to 
the CGI severity of illness rating, the GAS rating, and 
the BPRS total score. The negative symptoms group 
was also noted to be more severely symptomatic ac- 
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cording to the BPRS summary scale ratings of anxious 
depression (mean+$D=12.74+3.22 versus 10.17+ 
2.64; t=2.95, df=44, p=0.095) and withdrawal/retar- 
dadon (9.35 +3.76 versus 7.30£+3.01; t=2.04, df=44, 
p=0.048). No relationship was fond between the 
presence or absence of negative symptoms and the di- 
agnosis of schizophrenia versus schizoaffective disor- 
der for the most recent flagrent psychotic episode (chi- 
square test). 

Table 2 gives a summary of the differences between 
the group with negative symptoms and the group with- 
out negative symptoms on thz SADS criterion items for 
the negative symptoms syrdrome, the other SADS 
items referrable to the postpsychotic depression syn- 
drome that were not part cf the negative symptoms 
criteria, the SADS summary scales for depression, the 
SADS psychosis items, and the SADS anxiety items. 

All of the 23 patients with negative symptoms who 
participated in the randomized 5-week trial of either 
adjunctive imipramine or placebo under double-blind 
conditions completed the trial. At baseline there were 
no differences between these: two treatment groups on 
the basis of their initial CGI ratings fo: severity of 
illness (mean+SD=5,13+C.64 versus 4.86+0.95; 
t=0.71, df=20, p=0.49). An ANCOVA with baseline 
values used as covariates shcwed that the. imipramine- 
treated patients had improved more in <erms of the 
CGI rating of severity of illness at the end of the 6- 
week trial (meantSD=3.35+0.33 versus 4.35+0.26; 
F=5.52, df=1, 20, p=0.022). Concordaat with this, 
the CGI rating at 6 weeks favored the imipramine- 
treated group (mean+SD=2.44+0.73 versus 3.36+ 
1.01; t=—2.34, df=21, p=0.029). When the changes 
in the sum of the negative symptom items and the 
changes in each of the four SADS summary depression 


1 
t 
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TABLE 2. SADS-Rated Symptoms Experienced by Patients With Postpsyshotic Depression Who Did or Did Not Have Negative Symptoms 


Score of Patients 


Score of Patients 





Meeting Negative 
Symptom Criteria 
Symptom or Scale Mean SD 
Criterion symptoms for negative symptom 
syndrome definition 
Blunted affect . 2.65 1.47 
Poverty of content 1.22 0.60 
Lack of energy 4.35 1.37 
Loss of interest 5.04 0.71 
Social withdrawal 3.35 1.53 
Diminished concentration 4.70 0.47 
Total of above six items 21.3 2.8 
Cther symptoms referrable to depression 
syndrome 
Subjective sadness 4.48 1.41 
Insomnia 3.13 1.66 
Increased sleep 2,83 2.02 
Poor appetite 2.17 1,61 
Increased appetite 1.30 0.70 
Agitation 2.74 1.25 
Retardation 2.82 1.18 
Self-reproach 3.09 1.68 
Negative self-evaluation 4.22 1.20 
Suicidal tendency i 2.56 1.27 
Total of above 10 items 29.4 4.8 
Summary scales for depression 
Extracted Hamilton depression scale 24.5 7.3 
Depressive mood and ideation 20.2 4.4 
Endogenous features* 32.6 5.7 
Depressive associated features? 42.6 5.8 
Psychosis items 
Severity of hallucinations 1.57 1.27 
Severity of delusions 2.09 1.38 
Thought disorder 1.16 0.39 
Mean of above three items 1.43 0.54 
Anxiety items 
Somatic anxiety 2.65 1.30 
Psychic anxiety 3.17 1.67 
Worry 4,26 1.21 
Phobia 2.87 1.42 
Mean of above four items 3.24 0.93 


Not Meeting 
Negative Symptom 
Mean SD test; df=44) p 
2.00 1.67 1.67 0.102 
1.00 0.00 1.74 0.081 
3.57 1.41 1.91 0.063 
3.48 1.27 5.15 0.0001 
3.00 1.17 0.87 0.390 
3.39 1.20 4.87 0.0001 
16.4 3.1 5.66 0.0001 
4.00 0.91 1.37 0.179 
3.65 1.23 ~1.21 0.232 
2.48 1.68 0.64 0.528 
2.17 1.61 0.00 1.000 
1.52 1.04 —0.83 0.410 
3.00 1.31 —0.69 0.494 
2.70 1.15 0.35 0.726 
2.74 1.14 0.82 0.415 
3.39 1.31 2.23 0.031 
2.00 1.13 1.60 0.118 
27.7 4.1 1.39 0.194 
21.2 6.1 1.70 0.095 
16.6 3.6 3.00 0.004 
31.4 5.4 0.74 0.464 
38.1 6.8 2.38 0.022 
1.91 1.28 0.93 0.360 
1.95 1.25 0.34 0.738 
1.01 0.07 1.77 0.091 
1.37 0.46 0.41 0.683 
2.30 1.36 0.89 0.381 
3.00 1.24 0.40 0.691 
3.30 1.22 2.66 0.011 
1.91 1.08 2.56 0.014 
2.63 0.84 2.33 0.025 


"Scale contains criterion items for the negative symptom syndrome defini-ion. 
b Average of SADS items for impaired understandability, loosening of associations, and illogical thinking. 


scores were examined with an ANCOVA, adjusting 
for the baseline values as covariates, no significant dif- 
ferences were found at 6 weeks between the imipra- 
mine and placebo groups. On two of the SADS sum- 
mary scale scores for depression, however, there was a 
trend favoring the imipramine treatment group. There 
was no statistical or clinically meaningful difference 
between the two treatment groups in the changes in the 
sums, as composite indexes, of the SADS psychosis or 
anxiety item scores over time. These results are sum- 
marized in table 3. The limited sample size does not 
permit an item or subdiagnosis analysis comparing 
treatment groups. ` 

The mean+SD plasma levels for imipramine, desi- 
pramine, and combined imipramine/desipramine at 6 
weeks for the imipramine-treated patients were 
104.8 +34.8, 187.2+117.5, and 292.0£+136.5 ng/ml, 
respectively. 
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DISCUSSION 


These analyses are the first to compare postpsychot- 
ic depression and negative symptoms in patients for 
whom syndromal criteria have been used to define 
group membership. It is important to note that all of 
taese patients had also undergone therapeutic trials 
with adjunctive benztropine in an attempt to rule out 
the potentially confounding syndrome of neuroleptic- 
induced akinesia (46—48). Akinesia can mimic both 
gostpsychotic depression (47-49) and negative symp- 
toms (7), and many previous studies of these disord- 
ers are difficult to interpret because of a lack of atten- 
ton to the possibility of akinesia among the patients 
szudied, 

We found a clear overlap between the syndromes of 
Eostpsychotic depression and negative symptoms: 23 
(50%) of 46 patients with postpsychotic depression 
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TABLE 3. ANCOVA of Response of 23 Negative Symptom Patients With Postpsychotic Depression to a 6-Week Double-Blind Trial of 


Adjunctive Imipramine and Placebo 





Imipramine Group 


(N=9) 
Item Mean* 


CGI rating of severity of illness 3.35 
Mean of the six criterion SADS-rated 

symptoms for negative symptom 

syndrome definition? 2.47 
Mean of the 10 “nonnegative” SADS-rated 

symptoms referrable to the depression 

syndrome” 2.02 
SADS summary scale scores for depression 

Extracted Hamilton depression scale 

Depressive mood and ideation 11.5 

Endogenous features 2153 

Depressive associated features 2 
Mean of three SADS-rated psychosis 

symptoms” 1.24 
Mean of four SADS-rated anxiety items” 2.09 


SE 


Placebo Group 
(N= 14) 





na a) F 
Mean® SE (df=1, 20) p 
0.33 4.35 0.26 5.52 0.029 
0.26 2.92 0.21 1.88 0.185 
0.21 2.50 0.17 2.92 0.103 
18.8 2.4 0.95 0.342 
16.3 135 3.53 0.075 
27.4 267 1.63 0.217 
34.8 2:1 3.22 0.088 
0.07 1.30 0.06 0.36 0.556 
0.30 2.59 0.24 1.66 0.212 





“Means were adjusted for baseline in accordance with the following formula: adjusted mean for a given item=y,—B (x,—x), where y; is the 
mean of the posttreatment measures for that item in the į treatment group (i.e., /=imipramine or i=placebo); x, is the mean of the baseline 
measures for that item in the i treatment group; ¥ is the grand baseline mean for that item (i.e., the mean for all patients regardless of 
treatment group); and B is the regression slope estimate of the baseline item value on the posttreatment item value. 


Items as listed in table 2. 


also met the criteria for negative symptoms. The group 
of postpsychotic depression patients who had negative 
symptoms was clearly more impaired on measures of 
overall psychopathology and had predictably more 
symptoms on the individual SADS-derived items used 
in the definition of negative symptoms syndrome than 
the group without negative symptoms. However, with 
only one exception (negative self-evaluation), signifi- 
cant differences were not found between the groups 
with and without negative symptoms on other individ- 
ual SADS-derived symptoms involved in the diagnosis 
of the depression syndrome or in the sums of the values 
for these symptoms. The negative symptoms group did 
show more depressive mood and ideation, as elabo- 
rated in SADS summary scale scores, and they showed 
a trend toward a higher extracted Hamilton depression 
score; however, interestingly, the endogenous features 
summary scale scores were quite similar for these two 
patient groups. (This was true despite the fact that the 
endogenous features summary scale, like the depres- 
sive associated features summary scale, is biased 
toward demonstrating differences between the two 
groups, since both contain criterion items used in the 
definition of the negative symptoms syndrome.) This 
finding suggests that the negative symptoms group 
might not simply have had a “more severe case of the 
same thing” than the other postpsychotic depression 
patients. This notion is reinforced by the finding that 
the patients with negative symptoms worried more and 
were more phobic, demonstrating that the patients 
with negative symptoms might have differed from the 
patients without negative symptoms in dimensions 
other than those used to define group membership. 
Anxiety is a feature that has not previously been spe- 
cifically addressed in the study of negative symptoms. 

The negative symptoms patient group was not more 
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psychotic than the group without negative symptoms. 
This is clear from table 2 in the data on hallucinations 
and delusions. It was also true on the thought disorder 
measure where, although there was a trend toward 
statistical difference, the magnitude of the difference 
was not clinically meaningful. It is relevant to note in 
table 1 that, if anything, the patients with negative 
symptoms were receiving smaller neuroleptic doses, 
making it unlikely that the differences we observed 
were simply a result of their being heavily medicated 
with neuroleptics. 

It is possible that the syndromal overlap we ob- 
served has treatment as well as diagnostic implications 
for at least some patients. Effective treatment strategies 
for negative symptoms in schizophrenia have not yet 
been developed. It is therefore encouraging that in the 
small set of patients in which treatment was tried, the 
CGI ratings appeared to favor the addition of imipra- 
mine over placebo. It must be remembered, of course, 
that all of these patients also met strict criteria for a 
stable postpsychotic depression syndrome (37, 38, 50, 
51); that they were all either nonpsychotic or only 
residually psychotic at the time of the adjunctive imip- 
ramine trial, having been stabilized on a concurrent 
dose of fluphenazine decanoate; and that an aggressive 
attempt had been made to rule out the akinesia syn- 
drome with a trial of antiparkinsonian medication, 
which was then continued. A trial of adjunctive anti- 
depressant under alternative conditions might not lead 
to as favorable results. Nevertheless, the identifica- 
tion of even a subset of patients with negative symp- 
toms who might possibly respond to such an interven- 
tion represents a meaningful heuristic and therapeutic 
beginning. 

It is tempting to speculate, and it well may be true, 
that the apparent benefit of imipramine resulted from 
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its impact on at least some aspect of these patients’ 
affective symptoms, as appeared to be the case when 
the total set of patients with postpsychotic depression 
was considered (37, 38). However, the small number 
of “overlapping” patients involved makes it difficult to 
identify with precision the exact character of the im- 
provement we observed. Our examination of compos- 
ite indexes for change in the dimensions of depression 
and anxiety fell short of statistical significance (al- 
though scores on zwo of the four SADS summary 
scales for depression did suggest a trend toward im- 
provement). Our small sample size, of course, makes 
any negative results such as these quite vulnerable to 
type II error. 

The mechanism of action of adjunctive imipramine’s 
apparent beneficial efféct in at least some of these pa- 
tients with negative symptoms is unknown. Such an 
effect might occur on the basis of the neurotransmitter 
mechanisms thought to account for the efficacy of tri- 
cyclic antidepressants in primary depression (52-57). 
It is also possible that anticholinergic effects played a 
role in the favorable results we found; however, we 
feel that this was unlikely in our series of patients, 
since all of them were already receiving benztropine, 6 
mg/day, which continued throughout the trial. Extrap- 
olating from the in vitro work of Snyder and Yama- 
mura involving tissue derived from rat brain and 
guinea pig ilium (58), one would expect 150-200 mg 
of imipramine (much of which was metabolized to the 
less anticholinergic molecule desipramine in our pa- 
tients) to Have less of an anticholinergic impact than an 
additional 2 mg of benztropine. Consistent with this 
thesis, we have not found a significant difference in 
peripheral anticholinergic side effects between study 
patients receiving adjunctive imipramine and those re- 
ceiving adjunctive placebo (37, 38, 59). It is, of course, 
also remotely possible that imipramine has some ben- 
eficial effect on the pathophysiology of negative symp- 
toms themselves (60). 

In summary, the full relationship between postpsy- 
chotic depression and negative symptoms is still un- 
clear. What is now apparent, however, is that a phe- 
nomenologic overlap may occur arid that each of these 
syndromes can confound the study and treatment of 
the other. Future biological, genetic, phenomenologic, 
and psychopharmacological studies will need to attend 
to these issues. From a clinical perspective it is impor- 
tant to note that, just as akinesia can present a treat- 
able phenocopy of negative symptoms, so also may it 
be useful to identify a potentially treatable syndrome 
of postpsychotic depression in impaired patients with 
the clinical diagnosis of negative symptoms. 
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APPENDIX 1. Syndrome Definitions for Postpsychotic Depression 
and Negative Symptoms 


Postpsychotic depression 

1. Diagnosis of the most recent psychotic episode as either 
schizophrenia or schizoaffective disorder, according to the 
RDC 

2. Patient is currently either nonpsychotic or only residu- 
ally psychotic (RDC definition) 

3. Patient currently meets the RDC “‘ir cross-section” for 
the diagnosis of either major depressive disorder or minor 
depressive disorder (disregarding the exclusion based on the 
prior diagnosis of schizophrenia or schizoaffective disorder) 

4. Hamilton Rating Scale for Depression scores of 12 or 
more, not counting items for paranoia or derealization, for 3 
consecutive weeks, the last of which does not constitute the 
lowest score 
Negative symptoms 

A rating of either “severe” or “extreme” on at least two of 
the following five items on the SADS current status evalua- 
tion (these were selected as the SADS items that correspond 
best to the concepts defining negative symptoms according to 
the Scale for Assessment of Negative Symptoms [41]): 
Blunted affect 
Poverty of content 
Lack of energy 
Loss of interest or social withdrawal 
Diminished concentration 
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A Sociocultural Study of Koro Epidemics 
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Ou Li-Wah, M.D., Chen Guo-Qian, M.D., and Jiang Da-Wei, M.D. 





Koro, a culture-related psychiatric disorder charac- 
terized by panic due to fear of genital retraction, oc- 
curred as the rare phenomenon of koro epidemics in a 
remote region of Guangdong, China, in 1984-1985 
and 1987. The sociocultural and historical back- 
grounds of the area are described. The life pattern and 
attitudes toward supernatural beings and the com- 
monly shared folk belief of evil-induced genital retrac- 
tion were considered grounds for the panic, while the 
community’s anxious reaction and hysterical atmo- 
sphere facilitated the intensification and recurrence of 
twe episodes. Geographic seclusion associated with lo- 
calism in folk beliefs and practices may have kept the 
epidemics confined to the region. 

(Am J Psychiatry 1988; 145:1538-1543) 





K oro, a Malay word of uncertain origin, means 
a “the head of a turtle” (1). In the field of cultural 
psychiatry, koro refers to the condition of psychiatric 
panic characterized by complaints of genital shrinkage 
coupled with a fear of impending death. The condition 
has been known to the Chinese as sookyong (Canton- 
ese) or suoyang (Mandarin)—literally: the shrinkage 
of the male sexual organ. 

The most ancient Chinese medical textbook, 
Euangdi Neiching (Yellow Emperor’s Classic of Inter- 
nal Medicine), believed to have been written around 
290-300 B.C., states that “As yang [the male genitals] 
retracted into the abdomen, death is inevitable.” Suo- 
yang (retraction of the male genitals into the abdomen) 
is described as a sign of a terminal condition. Later, 
some traditional Chinese medical books adopted this 
statement to describe suoyang as a fatal disease caused 
by shrinking of the penis, nipple, or other protruded 
(yang) organs, including the nose or tongue (2). It has 
been reported that feeling that the genital organs are 
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shrinking occurs in association with organic condi- 
tions such as drug (i.e., amphetamine) intoxication (3) 
or brain tumor (4). However, as a psychiatric syn- 
drome, a complaint of shrinkage of the sexual organs 
is associated with a panic condition due to the convic- 
tion that the retraction of the penis into the abdomen 
is fatal. As pointed out by Edwards (1), the increasing ` 
dissemination of knowledge about fear of genital re- 
traction as a culture-related syndrome has engendered 
numerous reports of such phenomena among diverse 
ethnic groups and individuals including non-Chinese 
Southeast Asian groups. Nevertheless, the syndrome 
has been reported primarily among the Chinese of 
southern coastal China (Guangdong and Fujien prov- 
inces) and among overseas Chinese in Southeast Asia 
(Singapore and Malaysia), who originally came from 
the southern, coast of China. Over a period of 15 years 
(1950-1965), Yap in Hong Kong collected 19 cases 
(5); Cai, in Guangdong, over 4 years’ time encountered 
five cases (6); Gwee, in Singapore, reported three cases 
(7); and in Taipei, Rin reported two cases in immi- 
grants to Taiwan from mainland China (8). Thus, koro 
as a psychiatric syndrome is unique, but its occurrence 
as a sporadic case is rare even among Chinese ethnic 
groups. Although Gwee (7), Yap (5), and Rin (8) em- 
phasized the cultural background of the Chinese pa- 
tients and referred to the syndrome as culture-bound, 
this syndrome is not observed among all the Chinese in 
China, 

The fear of retraction of the genital organ, as a psy- 
chiatric symptom, has been observed occasionally and 
reported sporadically among patients of various ethnic 
backgrounds, such as Jews (9), Nigerians (10), Cana- 
dians (11, 12), British (13, 14), Americans (15), Indi- 
ans (16), and Greeks (17). Berrios and Morley (18) 
have reviewed a total of 16 such reported cases among 
non-Chinese subjects and pointed out that most of the 
patients manifested incomplete symptoms (as a koro 
case is defined}. Such koro-like states, as secondary 
symptoms, are usually observed as a part of the pri-. 
mary psychiatric condition, such as affective disorder 
or psychosis. 

Occasionally, the syndrome may occur as an epi- 
demic involving several hundreds to thousands of sub- 
jects within a short period of time—from several weeks 
to months. Such episodes have been reported from sev- 
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eral areas, not necessarily confined to the Chinese eth- 
nic group, but still mainly in the region of Southeast 
Asia. 

A total of 469 cases of koro were reported by the 
team studying the Singapore episode of the epidemic in 
1967, which was precipitated by a news report that 
koro had occurred as a result of eating the flesh of pigs 
inoculated with anti-swine-fever vaccine (19, 20). The 
Thailand epidemic occurred in 1976, shortly after the 
end of the Vietnam war, when many Vietnamese ref- 
ugees crossed Laos and migrated to the northern bor- 
der of Thailand. Set off by a rumor that the Vietcong 
had poisoned the food in order to render the Thai men 
impotent, a koro epidemic occurred in northeastern 
Thailand, involving nearly 2,000 Thai people (21, 22). 
Although sporadic cases of koro have seldom been re- 
ported in India (16), an episode of the epidemic did 
occur around July 1982 in lower Assam (23, 24). The 
origin of the epidemic was not traced, but it was spec- 
ulated that occurrence of cerebral malaria in the area 
had precipitated the episode of koro (24). 

A massive epidemic of koro involving more he 
2,000 subjects occurred on Hainan Island an e 

` Leizhou Peninsula of Guangdong, China, between No- 
vember 1984 and May 1985. There was a preliminary 
report of this outbreak by Mo and his research team at 
the Guangdong Psychiatric Research Institute in 1985 
(K.M. Mo, L.S. Li, L.W. Ou, et al., unpublished data). 
Later, Jilek visited the institute and interviewed some 
victims and reported the epidemic in conjunction with 
a historical review of epidemics that had occurred in 
other areas (25). In May 1987, this epidemic was fol- 
lowed by another on Leizhou Peninsula, around the 
Haikang County area, and involved several hundred 
subjects. Several field studies have been conducted by 
members of the Guangdong Psychiatric Research In- 
stitute and Guangzhou Psychiatric Hospital (K.M. Mo 
et al., unpublished data; and reference 26). Later, the 
team was joined by other coinvestigators (W.-S.T. and 
J.H.) from the University of Hawaii for field case stud- 
ies of the victims of the 1985 and 1987 episodes in the 
Haikang County area. The results of the sociocultural 
and clinical investigations are summarized and re- 
ported here. 


SOCIOCULTURAL BACKGROUND 


Hainan Island is located at the southernmost point 
of Chinese territory (figure 1). Administratively part of 
Guangdong Province, it faces the Leizhou Peninsula 
northward and is separated by the Qiongzhou Channel 
(20 miles wide). Historically, the island had been used 
as a place of exile for demoted officers because of its 
remoteness from the Chinese continent. The inhabi- 
tants of Hainan Island and Leizhou Peninsula are Han 
nationals who speak the Hainan and Leizhou dialects, 
respectively; these dialects differ from the Guangzhou 
and other dialects used by the majority of the inhabi- 
tants in Guangdong Province proper. A small number 
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FIGURE 1. The Epidemic Spread of Koro in Guangdong, China, in 
1985 i 





of minority ethnic groups of Li and Miao nationals, 
who are distinctly different from the Han nationals, 
also live in the mountain area or Hainan Island. 

The inhabitants of Hainan anc Leizhou are predom- 
inantly peasants and fishermen. Because they live in a 
remote area, far removed from the large cities and the 
capital of the province (Guangzhou City), they gener- 
ally have little education—an average of 5—6 years of 
schooling. The lives of the people in Hainan and Leiz- 
hou are still considerably influenced by ancient beliefs 
in gods and ghosts. The fishermen always consult for- 
tunetellers to predict safe sailing times and seek help 
from folk healers to assist them with difficulties in their 
lives. 

They still hold on to a special set of sex-related be- 
liefs that have their roots in the traditional concept of 
yin-yang and the theory of harmony and store of vi- 
tality (27). They believe that semen is a precious sub- 
stance (“One hundred grains of rice make one drop of 
blood, and one hundred drops of blood make one drop 
of semen”) and that a man should restrain his sexual 
desires and activities because an excessive discharge of 
semen will result in a weakening of the mind and de- 
terioration of health. It is considered vital to maintain 
the balance of yin and yang elements, and it is thought 
that excessive loss of the yang element will result in 
death. As an extension of this concept,’ many of the 
elderly in Hainan and Leizhou skare the folk belief that 
ghosts of the dead, who wander in the world of yin, 
have no penises (a symbol of the yang element). Thus, 
ghosts who are eager to transfer back to human form 
need penises in order to restore the yang element and 
to bring them back to life. Accordingly, many people 
believe that a ghost, disguised either as a bu-li-jing 
(female ghost fox) or as a fair lady, would come to 
collect penises for this purpose. Because of this belief, 
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a charm and a picture of Zhong-Qi (a legendary male 
officer authorized by an ancient Chinese emperor to 
exterminate evils) were placed in their households to 
protect them from such female evils. This is the barest 
outline of the sociocultural background of Hainan and 
Leizhou, where the epidemics usually occurred. 


EPIDEMICS 


According to the local official historical Tan County 
records of Hainan, which date from the Qin dynasty, a 
koro epidemic occurred in Hainan in the late 1800s. 
No mention was found of koro epidemic in the subse- 
quent historical records of the area. However, at the 
present time older residents still vividly remember ep- 
isodes of epidemics in 1948, 1955, 1966, and 1974; 
the waves occurred approximately one decade apart, 
and each one involved not less than several hundred 
subjects. 

Between November 1984 and May 1985, a large 
epidemic occurred. Since there were no recognizable 
social events or changes that might have created social 
tension or conflict, it is believed that the epidemic was 
triggered by a fortuneteller who predicted that 1985 
would be a bad year and that all of the people would 
suffer from many disasters. Reports of sporadic cases 
of koro started in Lin-gao near the Tan County area of 
Hainan Island as early as August 1984. By November 
1985 koro had spread along the country road south- 
ward from one village to another. Most cases were 
located on the coastal area of the island (see figure 1), 
and there were no cases in the central mountainous 
part of the island inhabited by Li and Miao nationals 
(26). In April, a beggar chanced to wander to Haikang 
Town, located in central Leizhou Peninsula, and 
brought the news of the “disaster” occurring on Hai- 
nan Island. A second wave of the epidemic started 
anew in Haikang Town, spreading up and down the 
peninsula and finally reaching the stem of the penin- 
sula around Zhanjiang City, where it stopped. 

Two years later, in May 1987, an epidemic began in 
Haikang Town; no particular precipitating factors 
were noticed. There were about 200 cases around the 
Haikang Town area, and the epidemic faded within a 
couple of months. 

It has been estimated that more than 2,000 persons 
were victims of the 1984—1985 epidemic. A spot sur- 
vey of 12 villages and towns in Tan County, the origin 
of the epidemic, revealed 62 cases among the 19,088 
residents (an incidence of 3.2 per thousand). In one 
village, among 273 residents, 15 subjects were affected 
(63.4 per thousand). In the Haikang County area in 
Leizhou, 232 cases were counted among 32,120 resi- 
dents (7.2 per thousand). 

Among the 232 cases surveyed in Haikang County, 
it was found that 195 cases (84%) involved men and 
37 (16%) involved women. Most of the men were be- 
tween the ages of 10 and 25 years (31% were aged 10— 
14, 28% were 15-19, and 25% were 20-24). The 


1540 


majority were single adolescents who were either stu- 
dents or farmers. About two-thirds of the subjects had 
an elementary school education, and one-third had at- 
tended middle school. Most of the women were single 
and between the ages of 15 and 20. 

Most of the 232 victims surveyed described similar 
patterns of experience. They were already anxious 
when they heard the news of the spread of koro, and 
they could sense the atmosphere of panic that already 
existed in the community. All embraced the folk belief 
that suoyang was caused by the female fox spirit. Be- 
fore their own attacks, about 76% had actually seen 
others having attacks and had witnessed the “rescue” 
of the victims. The episodes usually began during the 
night (73%). After the onset of chills (69%), the men 
experienced a sensation that their penises were shrink- 
ing. Thinking this to be a fatal sign and believing that 
they were affected by an evil ghost, they became panic 
stricken and tried to pull at their penises, while, at the 
same time, shouting for help. They experienced ex- 
treme anxiety (100%), with palpitations (65%) and 
tremors (69%), shouted in fear (68%), and became 
preoccupied with the idea of impending death (62%). 
Some of the subjects developed a degree of disturbance 
of consciousness (9%), became pale (51%), and per- 
spired excessively (34%), all the while manifesting a 
condition of panic. During the attack, physical exam- 
ination might reveal a shrinkage of the penis, within 
normal physiological range, but a retraction into the 
abdomen was never observed. If the subjects were 
women, they usually complained (as interpreted by 
others) that their nipples were retracting or their sex- 
ual organs were shrinking. Some preadolescent or 
young children complained about a shrinkage of the 
tongue (or, rarely, of the nose or ears). 

Upon witnessing this condition, family members, 
neighbors, or those in the surrounding area reacted in 
panic in the belief that the subjects were in need of 
being rescued. They would physically attempt to pull 
the shrinking penis out, fearing that the organ might 
retract into the abdomen and cause death. Rescuers 
might use string or the stem of a yam, if available, to 
tie the penis firmly. Any material believed to be a yang 
(positive) element according to the Chinese concept of 
medicine was employed to supply the male element to 
combat a yang deficiency. Subjects were fed red pepper 
jam or black pepper powder, ginger juice, or liquor— 
all yang foods. 

Frequently, it was believed that the subjects had 
been attacked by a female ghost. The villagers would 
strike gongs or other noisemakers, set off firecrackers, 
or shout loudly in an attempt to frighten and chase 
away the evil. Occasionally, they would conclude that 
a subject (usually a woman) was possessed by a female 
ghost. In such cases, the subject’s head would be cov- 
ered with a fish net and she would be severely beaten 
with branches and her fingers painfully cramped with 
a chopstick in an attempt to exorcise the ghost. 

In the majority of cases (60%), the panic condition 
was brief and subsided within 20-60 minutes. Some 
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subjects (22%), however, had a second attack; a few 
suffered more than three attacks. When the attacks 
subsided, most subjects recovered completely. A few 
subjects complained of residual symptoms of intermit- 
tent anxiety or a sensation of weakness. 

No one died of genital retraction. However, there 
were several casualties due to mistreatment by others. 
A 1-year-old child died of asphyxia when his mother, 
believing that her child was suffering from tongue re- 
traction, tried to pull the tongue and to force-feed him 
pepper juice. Numerous men suffered injuries to their 
penises as a result of “rescuing” actions. An iron pin 
was inserted through the nipples of some women to 
prevent retraction; this resulted in injury and, later, 
infection. Several girls, thought to be possessed by evil 
ghosts, were severely beaten. 

Intensive case interviews were conducted with 10 
victims found in the Haikang area. Among them were 
eight cases of young male adolescents, the most com- 
mon victim involved during both the 1985 and 1987 
episodes, and one case each of a male adult and a 
female adult victim of the 1985 epidemic. 

Among the eight male adolescents interviewed, all 
were middle-school students. Individual histories re- 
vealed that most had no developmental problems or 
significant life histories, except that a few tended to be 
introverted and shy and slightly behind in their aca- 
demic performance. None had psychosexual problems 
in terms of gender identity. In accordance with the 
social expectations of the majority of the middle- 
school students, none had yet had active heterosexual 
relationships and experiences. 

We report here the cases of the two adult victims 
who were interviewed. 


CASE REPORTS 


Case 1. Mr. A, 28 years old, single, and an office worker, 
suffered an attack of koro panic in 1985. He was the eldest 
son of four siblings. His father was a metalworker and his 
mother was a housewife. As the eldest grandson he was cared 
for and greatly indulged by his maternal grandmother, who 
lived nearby. According to him, as a small child, he was very 
naughty. Whenever his father became angry and tried to 
punish him, his grandmother would intervene. When he was 
10 years old, his family moved from a village to the county 
town of Haikang. There he was a stranger and felt lonely for 
several years. He constantly had to defend himself against 
children in the neighborhood, who mistreated him as an out- 
sider. He worked hard and, as a young man, became inter- 
ested in “political learning” and, under the influence of 
the Cultural Revolution, volunteered to work in the coun- 
tryside. He was regarded as a promising, active member of 
the society. 

In May 1985, during a koro epidemic in Haikang, Mr. A 
was in the midst of preparing for an examination for job 
promotion. He concentrated so much on his studies that at 
first he did not pay attention to what was going on around 
him. However, one evening he heard the frightening sound of 
a gong being beaten and the terrifying noises made by the 
people who were panicking in the nearby neighborhood. He 
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suddenly became anxious and experienced the sensation that 
his penis was shrinking. He was seized with panic and 
shouted loudly for help. Several men in the neighborhood 
rushed in and tried to rescue him by forcefully pulling his 
penis and making loud sounds to chase away the evil ghost 
that was thought to be affecting him. The panic condition 
subsided within half an hour. However, his anxiety did not 
dissipate completely. For several evenings he kept his gun 
beside him when he went to bed to assure himself that the 
evil would not come close to him. 

One year after this episode Mr. A married a girl he had 
known and dated for several months. The marriage went 
well, as did their sexual life. He never experienced impotence 
or had other sexual problems. However, he was careful to 
avoid excessive sexual relations with his wife, since he be- 
lieved that excessive excretion of semen would affect the 
function of his mind for study. He believed that people need 
to be careful and to be wary of the (female) fox ghost, who 
is powerful and can infect human beings with suoyang. 

Mr. A’s case history illustrates that, for a koro epidemic 
case, it was not necessary that there be an immediate precip- 
itating factor related to sexual matters (such as indulgence in 
prostitution, excessive masturbation, or intercourse with 
menstruating women), as was usually attributed to sporadic 
cases of koro on other occasions (5, 6, 8, 16). Even though 
Mr. A felt somewhat insecure, socially he was regarded as an 
active and promising young man. These characteristics are 
different from the passivity, dependence, or immaturity usu- 
ally described for sporadic koro cases (5, 8, 16). 


Case 2. Ms. B was 20 years old and was living in a remote 
village when the epidemic occurred in 1985. When she was 
10 years old her mother died; her father died 5 years later. 
She lived with her aunt for a year or so, but they did not get 
along and she was frequently mistreated. In order to save her 
from further ill-treatment, she was adopted by foster parents. 

When Ms. B reached 20, her foster parents arranged her 
marriage to a young man whom she did not know. For 2 
weeks before the wedding, according to the local custom, 
every evening she was joined by her female friends from the 
neighborhood to cry. Such ritual crying was required to ex- 
press her sorrow at leaving her family of origin. But her tears 
were genuine as she thought of her pitiful existence: the 
death of her parents, her life as a miserable orphan, and her 
future as the wife of a poor groom. 

Ms. B’s nightly crying coincided with the spread of the 
koro phenomenon to neighboring villages. Upon observing 
that the girl cried seriously and endlessly, her neighborhood 
friends became suspicious that she might be bewitched by a 
female ghost and so wanted to examine her breasts for symp- 
toms of koro. The day of the wedding, shortly before Ms. B 
was escorted to the sedan-chair to be carried to the groom’s 
house, she became pale and fainted. The people surrounding 
her immediately assumed that she was possessed by the fox 
ghost. They tried to pull her nipple to prevent it from shrink- 
ing. A fishing net was placed over her head, and she was 
beaten with a tree branch until she loudly shouted that she 
was not possessed by an evil ghost. The marriage ceremony 
was held after her recovery 10 days later. The marriage went 
well, without any complications, and she gave birth to a 
baby a year later. 

Although Ms. B had demonstrated an emotional reaction 
toward her arranged marriage, such emotional reactions in 
the form of depression had no direct relationship with the 
koro, except that, coincidentally in the middle of epidemic 
turmoil, her emotional reaction was interpreted by others as 
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koro. This case is similar to the situation in which a panicked 
mother believed that her baby was suffering from penis 
shrinkage and tried to rescue the infant from such a “crit- 
ical” situation. 


DISCUSSION 


Koro is one of the most interesting psychiatric phe- 
nomena which has not yet been thoroughly studied 
and has been associated with many misconceptions 
anid interpretations. By examining the Chinese cases 
Gwee (7), Yap (5), and Rin (8) emphasized that koro is 
a culture-bourid syndrome disorder. In interpreting the 
aature of the phenomenon, Gwee overemphasized the 
effect of the suoyang concept in traditional Chinese 
medicine (7), and Rin overgeneralized its relation to 
Chinese culture and basic oral personality (8). Both 
researchers failed to recognize the fact that the major- 
ity of Chinese in most areas of the Chinese mainland 
do not manifest this disorder at all and that an epi- 
demic could also occur among non-Chinese ethnic 
groups in other regions of Asia. It may be more correct 
to consider this phenomenon as a culture-related psy- 
chiatric disorder, since its occurrence is closely related 
to and strongly influenced by cultural beliefs. Koro is 
not, however, bound to any particular cultural system. 

As for the nosological description, Yap mistakenly 
referred to the condition as a “depersonalization,” 
stressing the distortion of body image (5). On the basis 
of the nature of dramatization, Hughes suspected a 
conversion disorder or an atypical somatoform dis- 
ordez as a possible diagnosis (28); however, both Mo 
et al. (unpublished data) and Edwards (1) were more 
appropriate in referring to koro as a genital retrac- 
tion form of panic disorder, on the basis of clinical 
manifestations. 

From a clinical point of view, it is important to un- 
derstand so-called koro (genital retraction phenom- 
ena) from different perspectives (6). First, as a symp- 
tom the feeling of genital shrinkage could be observed 
in association with medical or organic conditions or as 
ah excessive concern (or delusion) of genital retraction 
in a psychotic state. Second, excessive concern of gen- 
ital retraction and fear of impending death could be 
observed as a sporadic case of psychiatric syndrome. 
The belief that the retraction will be fatal will lead to 
a panic reaction. In such cases, it is appropriate to label 
it as genital retraction panic disorder. For such spo- 
radic cases, the underlying psychosexual problems, 
such as lack of masculine identification, lack of confi- 
dence and experience in heterosexual relations, mis- 
conceptions about sexual practice, or existence of cas- 
tration anxiety, might play a relatively important role 
in the occurrence of the Morder 

As an epidemic mental phenonienon, the genital re- 
traction panic disorder involves many subjects and 
occurs through the procéss of contagion. In such cases, 
certain sociocultural and community factors are 
heavily involved; these include the presence of socio- 
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cultural stress (28), the commonly shared belief, and 
the social atmosphere that maintains and spreads the 
morbid condition (29). Individual psychopathology 
plays a less important role as a contributing factor to 
the epidemic. 

From the field study of koro it is apparent that there 
are several sociocultural factors which contribute to 
the recurrent panic epidemics in the areas of Hainan 
and Leizhou. Most of the residents live in remote ar- 
eas, anc they are generally not well-educated. Many of 
the residents on Hainan Island are fishermen who be- 
lieve that their lives and fates still depend on the un- 
known power of the sea. 

Traditional and community-shared beliefs that gen- 
ital retraction could be fatal and that female ghosts are 
coming to search for men’s sexual organs make these 
situations “possible,” “familiar,” and “real” to the 
people end provide the grounds for spreading fear and 
develop:ng a community-wide epidemic reaction. 

Further, it is obvious that the panic reaction and 
hysterical atmosphere created by the community inten- 
sified the fear and facilitated the spread of panic. The 
geographic and chronological data clearly illustrate 
that the phenomenon always spreads within traveling 
distance of the next village (30). One village. would be 
affected for several days, and the people would be in- 
volved in the effort of rescuing the victims and in chas- 
ing away the evil. When a new case was reported from 
a neighboririg village, the people would believe that the 
ghost had moved on to attack the next village and that 
they were safe; then the panic condition would sub- 
side. It is interesting that the minority groups, the Li 
and Miao nationals living in the central mountain ar- 
eas of Hainan Island, were never affected by panic 
episodes. In addition, in the past, when the epidertiic 
spread fom one village to another in the Leizhou Pe- 
ninsula, it always ceased upon reaching Zhanjian City, 
the largest city in the peninsula., 

It is kelieved that the geographic seclusion associ- 
ated with local folk beliefs and practices has prevented 
the spread of the panic to other areas in the Guang- 
dong Province proper and has confined the periodic 
recurrences of the koro epidemic to the local region for 
several cecades. 
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Commentary 





The Greening of the HMO: 
Implications for Prepaid Psychiatry 


Michael J. Bennett, M.D. 


Over the past 15 years the health maintenance or- 
ganization (HMO) movement has abandoned its social 
objectives in favor of economic ones. The early em- 
phasis on making equitable and affordable health care 
available to populations has been superseded by con- 
cerns about profitability, market share, and consumer 
appeal. Psychiatric services, which came late in the 
HMO movement, were characterized by common val- 
tues and priorities in thé closed-panel HMOs of the 
1970s. Trends toward independent practice associa- 
tions (IPAs) and other open-panel systems, rising ex- 
pectations, and the monetarization of health care are 
forcing prepaid psychiatrists to reassess their identity 
and roles. 

(Am J Psychiatry 1988; 145:1544-1549) 


n a recent column in Psychiatric News, “How to 

Avoid Pitfalls of Signing With Managed-Care 
Systems,” Rifkin (1) warned private psychiatrists of 
the dangers of contracting with health maintenance 
organizations (HMOs) and preferred-provider organi- 
zations (PPOs). As more health care professionals 
move from solo to group practice and from per case 
reimbursement to prepaid compensation, such eau- 
tionary articles become more frequent. They usually 
portray the managed care system, often an HMO, as 
manipulative, callous in regard to the quality of cate 
provided, and guided by business considerations at the 
expense of patient and provider. Ironically, less than 
20 years ago advocates of fee-for-service medicine re- 
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garded HMOs as a threat for other reasons: their com- 
mitment to a single-class system of care based on pre- 
payment was viewed as a prototype of a national 
health care system. This change in the nature of resis- 
tance to the HMO concept coincides with a fundamen- 
tal revision of values and priorities within the HMO 
movement over that time span. To understand the 
transformation and to reflect on its meaning for psy- 
chiatry, it is useful to trace the history of HMOs and 
the place of mental health care within them. 


HISTORY OF THE HMO MOVEMENT 


The wellspring of the HMO movement is a demo- 
cratic intent to bring health care to populations of peo- 
ple at an affordable cost (2). Its two components, pre- 
payment and group practice; have distinct origins and 
lines of development. Prepayment, the provision of a 
set package of health care services by an identified pro- 
vider and for a preestablished fee, was initiated in the 
early 1900s by the lumbering, mining, and transpor- 
tation industries operating in the Pacific Northwest. 
Lacking adequate medical care in their geographically 
remote areas; they began to treat their employees on 
site in their own medical facilities, using their own 
physicians. Physicians were salaried, a practice dating 
back to the contract physicians of Revolutionary War 
times. Against considerable resistance from organized 
medicine, industry’s interest in prepaid health care 
evolvéd over the next 20 to 30 years into “corporate 
paternalism” (3, p. 202): provision of an array oi 
health and social services by corporations seeking to 
maintain the commitment and loyalty of their employ- 
ees. This form of enlightened self-interest was tempo- 
rarily aborted by the Depression but is reflected in the 
contemporary trends toward employee assistance pro- 
grams and self-insurance. 

Group practice originated with the Mayo brothers 
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in the late 1880s and evolved slowly over the next 70 
years. The early groups usually operated on a fee-for- 
service basis, and the combination of prepayment with 
group practice did not occur until 1929. At that time, 
Michael Shadid, concerned about the relationship be- 
tween poverty and medical illness, developed a prepaid 
system for farmers in cooperatives in rural Oklahoma. 
In the same year Ross and Loos contracted with the 
employees of the Los Angeles County Department of 
Water and Power and their families for a consumer- 
controlled comprehensive health care program, which 
expanded to include other industrial groups. As pre- 
paid group practice evolved through the 1930s and 
1940s, the driving forces were industry (Kaiser), city 
government (Health Insurance Plan of Greater New 
York), and consumers, alone or in concert (Group 
Health Association of Washington, D.C.; Group 
Health Cooperative of Puget Sound). With the growth 
of unionism and collective bargaining, organized labor 
became a prominent player: the Teamsters in St.Louis, 
United Mine Workers in Appalachia, and United Auto 
Workers in Detroit. The Community Health Associa- 
tion, established in Detroit in the 1950s through the 
efforts of Walter Reuther, pioneered the development 
of prepaid mental health services. Other programs es- 
tablished during this era drew their start-up funds 
from a combination of labor and philanthropic orga- 
nizations. This reflects the social purpose, idealism, 
and collaborative nature of the reform movement to 
that point (4, 5). Its nature changed sharply with the 
entry of the federal government and the introduction 
of the procompetitive scenario in the 1970s. 


The Entry of Government 


Although the federal government had become in- 
creasingly involved in health care since the Second 
World War, the development of Medicare and Medi- 
caid in 1965 introduced a new function: government 
became a direct payer. Through the 1960s and the 
early 1970s there was a broadening emphasis on 
rights, including a right to health care (3, p. 38), and 
consequently the costs of health care burgeoned. Gov- 
ernment and business, who were paying much of the 
bill, clamored for cost containment. Paul Ellwood, 
then executive director of the American Rehabilitation 
Institute, argued that prepaid systems provided incen- 
tives for preventive and rehabilitative services, while 
the fee-for-service system rewarded physicians only for 
treating sickness. Linking their success in containing 
costs to this difference, he proposed that the federal 
government abandon the strategy of central control 
and instead support a transformation in the structure 
of the health care industry by investing in a network of 
comprehensive prepaid group practices, which he 
dubbed “health maintenance organizations” (5). Al- 
though this strategy was inherently competitive, it re- 
mained for later theoreticians, such as Alain Enthoven, 
to articulate the procompetitive, antiregulatory sce- 
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nario: health care costs could be contained by relying 
on a multiplicity of systems operating in a free market 
in competition with each other (3, p. 418). 

The idea of relying on competition to contain health 
care costs was adopted along with the HMO concept 
by the Nixon administration as the centerpiece of its 
health care policy, expressed in the HMO Act of 1973 
(PL 93-222). This act subsidized creation and expan- 
sion of HMOs, but in defining them it altered their 
nature in two ways. First, profit-making corporations, 
not significantly associated with the HMO movement 
up to that point, were welcomed as part of the strat- 
egy. Second, the law opened the door to the “medical 
care foundation,” the forerunner of the independent 
practice association (IPA). This configuration origi- 
nated in 1954 with the San Joaquin Foundation for 
Medical Care, an affiliation of physicians in office 
practice who agreed to fixed fees without creating a 
formal group structure (5). Modern IPAs differ from 
prepaid group practices in that they preserve the struc- 
ture of fee-for-service medicine, and presumably much 
of the autonomy, while introducing prepayment. Nix- 
on’s health care policy emphatically divorced HMOs 
from the idea of national health insurance. As a con- 
sequence of government’s “discovery” and reshaping 
of the HMO movement, its liberalism was altered. As 
Starr has commented, “A remarkable change had 
taken place. Prepaid group practice was originally as- 
sociated with the cooperative movement and dismissed 
as a utopian, slightly subversive idea. The conserva- 
tive, cost-minded critics of medical care had now 
adopted it as a more efficient form of management. 
They had substituted a rhetoric of rationalization and 
competition for the older rhetoric of cooperation and 
mutual protection. The socialized medicine of one era 
had become the corporate reform of the next” (3, p. 
396). 


Mental Health Care in HMOs 


Prepaid mental health care is a relatively new phe- 
nomenon. Despite their commitment to comprehensive 
care, the prototype HMOs, with the exception of the 
St. Louis Labor Institute, did not include benefits or 
treatment for mental illness. The Health Insurance 
Plan of Greater New York provided only diagnosis 
and consultation, while Kaiser made mental health 
services available to its members on a fee-for-service, 
reduced-fee basis. In the 1960s, beginning with Avnet 
(6), a series of pilot studies demonstrated that a limited 
benefit was affordable. HMOs began including mental 
health care on an optional (rider) basis in response to 
the influence of large contractor groups: the Federal 
Employees Health Benefits Program, Medicare, Med- 
icaid, and union and employee groups. By the late 
1960s new plans (Harvard Community Health Plan, 
the Community Health Care Plan of New Haven, 
and the Columbia Medical Plan) decided to include 
substantial mental health care as a basic benefit. 
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THE GREENING OF THE HMO 


Later, after passage of the HMO Act, plans seeking to 
gain the advantages of federal qualification were 
forced to meet requirements for emergency and outpa- 
tient crisis intervention services (up to 20 visits per 
year). Although the law did not require it, many in- 
cluded inpatient benefits, either 30 or 45 days, and 
encouraged partial inpatient care by providing 60 or 
90 days of equivalency; alcohol and substance abuse 
and chronic mental illness were usually excluded, al- 
though many programs found such exclusions func- 
tionally unmanageable. 

Most early programs were developed in closed-panel 
systems, i.e., they were staff or group model HMOs. In 
the former, physicians are employed by the corpora- 
tion, while in the latter, a group of physicians, usually 
a partnership or separate corporation, contracts to 
provide necessary services on a capitated basis. Both 
forms permit considerable leverage in balancing costs 
and services through controlling staff-to-patient ratios 
and substituting low- for high-cost personnel. Mental 
health program costs were also contained through cost 
sharing (copayments), diagnostic and/or prognostic 
exclusions, and having the referring (primary care or 
medical) provider function as a gatekeeper. To support 
this function many programs offered liaison and teach- 
ing for pediatricians, internists, and family practition- 
ers in the hope that they could provide some or most 
mental health care (7, 8). The structure and organiza- 
tion of mental healzh staff varied from highly inte- 
grated models (Harvard Community Health Plan, 
Community Health Care Plan) to off-site, centralized 
programs (Health Insurance Plan of Greater New 
York). In some instances, services were contracted 
out—for example, to community mental health cen- 
ters. Benefits and services gradually expanded in re- 
sponse to consumer and staff demand and the increas- 
ing acceptance in the community. As an example of the 
latter, a number of states enacted legislation requiring 
basic mental health coverage or services by all insurers, 
packages that required expansion of coverage well be- 
yond the federal requirements. 

Through the 1970s and early 1980s the staff or 
group model HMO became a distinct form of psychi- 
atric practice, characterized by a culture common to 
most programs (9—11). Attracted by the spirit and ide- 
als of the movement and its expanding commitment to 
mental health care, professionals working in HMOs 
had to reconcile traditional models of care with the 
constraints and opportunities of the setting. Despite 
differences in benefits and structures, the contexts were 
similar. First, members joined HMOs voluntarily and 
had some awareness of their advantages and disadvan- 
tages. This favored alliance with staff seeking to be 
innovative rather than traditional. Second, staff were 
also self-selected, attracted to the setting for reasons 
other than necessity, e.g., the opportunity to provide 
population-based, single-class care, the chance to be 
innovative, and the excitement associated with a re- 
form movement. All were challenged to contain costs 
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while maintaining excellence. As a result, programs 
shared certain characteristics: 1) rediscovery of the ef- 
zectiveness of brief and intermittent types of psycho- 
cherapy, which were considered suitable not only for 
selected patients but for a diverse population, 2) em- 
dhasis on timely and ready access to necessary services, 
3) use, where clinically possible, of outpatient or par- 
tial inpatient care rather than full inpatient care, 4) 
renewed interest in liaison psychiatry in the outpatient 
general medical setting as a way of enhancing the gen- 
eral medical provider’s role in mental health care, 5) 
emphasis on collaborative rather than solo practice, 
and 6) eclecticism, i.e., the use or adaptation of a va- 
riety of treatment methods compatible with cost-effec- 
tiveness. Among other things, this spawned a renewed 
interest in group, including brief group, therapy. 


THE PRESENT ENVIRONMENT 


A number of factors have drastically altered the 
environment in which prepaid mental health practice 
takes place. Consequently, HMO psychiatry, like 
riuch of medicine, is in a state of disarray. Among 
these factors is a change in structure, from closed to 
cpen systems. In addition, expectations are changing: 
with a broadening membership there are demands that 
tae needs of the general population be met. There has 
also been a change in the organizational mission and 
ics derivative, system values: yesterday’s HMO was 
cesigned to organize and deliver health care; today’s is 
likely to be a product line, one activity of an organi- 
zation seeking to prosper in the marketplace. Ginzburg 
(12) has termed this “the monetarization of medical 
care,” i.e., increasing domination of health care by 
taose whose primary business is the preservation and 
increase of capital. These changes create a crosscurrent 
that threatens to confuse and inundate those who 
work in such settings. 


Changing Structure 


Currently there is a trend toward open systems com- 
posed of mental health professionals geographically re- 
mote from each other and engaged in office practices 
that include fee-for-service patients as well as those 
bzlonging to one or more HMOs. In 1984-1985, 71% 
of the 92 new HMOs were IPAs (13), which now ac- 
count for 64% of all HMOs and 39% of all HMO 
enrollees (14). This trend is likely to continue. This 
configuration offers little opportunity to develop the 
cultures associated with closed systems or to educate 
pzoviders who may be poorly prepared by standard 
training programs for the demands of prepaid practice. 
Those involved for primarily economic reasons are 
more likely to view each other as competitors than as 
collaborators (15). Lacking the support and incentive 
tc be innovative, they are likely to use abbreviated 
traditional methods instead, especially individual 
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forms of psychotherapy. Lacking internal mechanisms 
to maintain cost-effective patterns of care, IPAs must 
rely on benefit constraints and checks on provider be- 
havior. These are often retrospective and can be intru- 
sive, even adversarial. One emerging answer to the cost 
containment problem is to contract with a separate 
organization to manage the mental health service, 
through control mechanisms designed to improve effi- 
ciency and reduce costs. Control, rather than educa- 
tion, alliance, and collaboration, is the dominant 
theme. 


Changing Expectations 


The change in expectations has two root causes. 
First, it is common for a successful enterprise of any 
kind to be seized on as panacea, and it is seductive for 
those engaged in the enterprise to accept the accolade. 
The history of expectation and disappointment in the 
community mental health center movement (16, 17) is 
a case in point. Second, in a competitive environment 
characterized by slick advertising and aggressive mar- 
keting, there is little likelihood that limitations will be 
emphasized. Overselling is especially problematic for 
psychiatry, as the success of HMOs in reducing health 
care costs draws policy makers to advocate enrolling 
the chronically mentally ill (18, 19). As Schlesinger 
(20) has pointed out, however, the three perceived ad- 
vantages—reduction of hospital days, better coordina- 
tion of care, and prevention—will not automatically 
occur in the absence of specific planning for and fund- 
ing for the special needs of such patients. These are 
usually lacking. Those HMOs offering services to the 
chronically mentally ill are likely to squeeze them into 
the available medical framework, which overempha- 
sizes technical as opposed to human service interven- 
tions. Funneling such patients into the private sector 
may only exacerbate the problem of public sector 
underfunding. 


Changing Mission: Greening of the HMO 


Health care has become a commodity rather than an 
end in itself (21). This is suggested by the reconfigu- 
ration of delivery systems to find niches in the mar- 
ketplace, the emphasis on competition to determine 
pricing for goods and services, and the growth of in- 
vestor-owned systems. As profitability has become the 
yardstick of system performance, health centers have 
evolved into profit centers (3, p. 448). There has been 
a profound change in the pattern of HMO develop- 
ment. While the prototypes were characterized by long 
start-up times, high start-up costs, and slow growth, 
today’s HMOs originate overnight; they are likely to 
grow rapidly, often by merger or acquisition, or to fail 
and disappear. This has introduced volatility into an 
activity requiring consistency, reliability, and predict- 
ability. The growing array of hybrid forms has virtu- 
ally rendered yesterday’s “pure” HMO obsolete. To- 
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day’s organizations offer a line of health care products 
including prepaid, indemnity, and cost-sharing op- 
tions, which can be tailored to the customer. Physi- 
cians are likely to find the variation in benefits from 
patient to patient confusing. The doctor-patient rela- 
tionship, at the core of health care, cannot help but be 
destabilized by such changes. 

These megatrends have changed the nature of the 
HMO itself by introducing three overlapping elements 
into the delivery system: 1) an emphasis on the com- 
petitive ethic and on profit, 2) the professionalization 
of health care management, and 3) preoccupation with 
quantitative and technical dimensions of practice. 
Each has a profound impact on medical practice. 

The practice of medicine is, at its core, a collabora- 
tive rather than a competitive enterprise. This is best 
articulated in the psychotherapeutic concept of the 
therapeutic alliance. The necessary subjugation of self- 
interest and acquisitiveness is compromised by organi- 
zational policies too strongly attuned to the “bottom 
line.” Decisions to fund profitable versus unprofitable 
elements of care or to exclude classes of patients from 
care strike at the core of medical ethics and can create 
conflicts of interest for the physician employee. The 
same is true of compensation too directly linked to 
financial performance. When services are priced too 
low, a practice prompted by the need to undersell the 
competition, there may be a serious risk of undertreat- 
ment. Efforts to standardize practice, eliminate waste, 
and make physicians more cost conscious have merit; 
efforts to acculturate physicians to the code of the mar- 
ketplace, however, carry risk. As Starr (3, p. 23) has 
suggested, professionalism involves a behavioral code 
in which self-expectations exceed normative market- 
place ethics. 

Professionalism, behavior that has its roots in the 
ideals and values of the individual which have led him 
or her to choose medicine as a career, requires auton- 
omy. Physicians who become employees and assume 
job functions defined categorically in terms of perfor- 
mance standards and work expectations become less 
autonomous. Emphasis on job structure, therefore, im- 
plicitly deemphasizes professionalism. In a reciprocal 
development, managerial functions have become in- 
creasingly professionalized. In closed systems they are 
performed by a cadre of managers, both physician and 
nonphysician, who make decisions, are versed in 
sound business practice, and are willing and able to 
shape their organizations at all levels. In open systems 
the exercise of managerial functions is indirect because 
it depends on quantifying and monitoring the key var- 
iables of practice; consequently, those variables that 
are most difficult to quantify are implicitly diminished 
in value. Corporate socialization, efforts designed to 
shape physician values and behavior to align them 
with corporate objectives (3, p. 448), carries the risk of 
alienating the physician not only from the corporation 
but from his or her professional identity as well. 


1547 


SUMMARY AND CONCLUSIONS 


The pendulum swings, and today’s establishment in- 
spires tomorrow’s reform. In characterizing the history 
of the HMO, I have emphasized its evolution from a 
social to an economic movement. As the furious 
growth of managed care continues over the next dec- 
ade, it is likely that corrective forces will begin to 
exert themselves. Nevertheless, there are fundamental 
changes to which psychiatry must adapt. 

First, ownership has passed from the hands of phy- 
sicians. Their activities will be monitored and their 
services allocated to conform to consumer demand. 
Epidemiological studies indicate that there are large 
numbers of people whose mental health needs are un- 
met. Education of employers, health benefits officers, 
and consumers about the feasibility and effectiveness 
of expeditious mental health interventions must be a 
primary objective of organized psychiatry. 

Second, there is and will be concern about the cost 
of mental health services. This concern will create pres- 
sure to exclude unprofitable patients, i.e., those with 
major mental illness and disability, the aged, those at 
risk for costly care, and those with the fewest active 
advocates. It will militate against less quantifiable 
forms of treatment, such as psychotherapy, by elim- 
inating them, limiting access to them, discouraging 
their use, or constructing benefits so that members pay 
separately for them. We are likely to witness allocation 
of professional time on the basis of ability to pay 
rather than need. Ironically, this reintroduces the prob- 
lem of overtreatment of the few at the expense of the 
many, a situation that prompted the reform movement 
in the first place. In our training programs we must 
teach psychiatrists to be aware of the economics of 
health care, sensitive to the pressures they will experi- 
ence in such settings, and willing and able to advocate 
for the needs of their patients. 

All of this will be fruitless, however, if we fail to 
adapt our attitudes about health, illness, and treatment 
to the changing environment. Psychiatrists must be ori- 
ented toward the care of populations as well as indi- 
vidual members. In seeking to balance quality with 
cost, they must be trained as generalists, familiar with 
a broad array of methods rather than defined by one or 
two. They must be taught cost-effective patterns of 
care and must be trained to rely less on time-intensive 
methods and to be more willing to collaborate with 
their patients, other medical care givers, and other 
mental health professionals. They must be attuned to 
the efficient integration of the various specialized serv- 
ices and levels of care necessary to serve the needs of a 
population. They must be prepared to provide consul- 
tation to their medical and mental health colleagues on 
the psychobiology of health and illness while assuming 
primary responsibility for the care of patients with ma- 
jor forms of mental disorder. Finally, they must be 
familiar with and prepared to use a full range of brief 
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psychotherapeutic techniques tailored to the needs of 
their patients. 

HMO psychiatry is general psychiatry, and its future 
will mirror the fate of the general psychiatrist. Both the 
growth of knowledge and the tendency of business to 
create new markets (22) suggest that future psychiatry 
will become more specialized (23). On the basis of 
cost-benefit analysis, HMOs will have to decide which 
services to cover or provide, which to exclude. The 
gatekeeper function will become more complicated 
and will be, itself, a specialized role. Because of its 
historical position at the center of the mind-body in- 
terface, psychiatry is best qualified to play such a role. 
Tomorrow’s psychiatrist, familiar with the array of 
biological and psychological methods and their cost- 
effective applications, can bridge the technical and hu- 
manistic poles of medical practice, a function integral 
to psychiatry and essential to medicine in general. 

The world changes yet remains the same. As an ex- 
periment in health care, yesterday’s HMOs bear little 
resemblance to today’s. What they will look like to- 
morrow is anyone’s guess. What is certain, however, is 
that tomorrow will bring the same age-old problems to 
our doorstep. The challenge is to be there and to re- 
spond with skill and compassion. 
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Editorial 


The Alzheimer’s Disease Imperative: 
The Challenge for Psychiatry 


P sychiatrists—clinicians, teachers, and researchers together—must confront both 
the challenge and the opportunity of meeting the treatment needs of an increas- 
ingly large and disabled population suffering from Alzheimer’s disease. Only in the 

past few years have victims of Alzheimer’s disease begun to have access to proper 
Pohti: care. These patients have an unspoken message for psychiatrists, and 
unless we hear this message, our inaction will cause needless suffering. 

The message is this: psychiatrists have unique skills that make them indispensable 
in the care and management of the more than 1.5 million patients (and their families) 
now suffering from the effects of Alzheimer’s disease and other severe forms of 
dementia (1). By the year 2040, the number of afflicted patients is expected to rise 
fivefold (2). Psychiatrists must become more involved in the effort to care for these 
patients. Today, too few psychiatrists are working with Alzheimer’s disease patients; 
worse, most psychiatric residency programs provide little if any training in the 
treatment of Alzheimer’s disease patients. 

Alzheimer’s disease is a neurobehavioral disease with clear and present psychiatric 
symptomatology, with sequelae affecting cognition, adaptive and functional abili- 
ties, behavior, and personality. Since this is a brain disease in which “behavioral 
aspects . . . are among the most difficult symptoms to manage” (1), the role of the 
psychiatrist in treating the symptoms of this progressive, presently incurable neuro- 
degenerative disorder is manifest. The clinical identification of Alzheimer’s disease is 
“primarily a behavioral diagnosis” (3), placing Alzheimer’s disease among the wide 
array of neuropsychiatric syndromes that confront psychiatrists regularly. Thus, it is 
not simply a brain disorder to be treated by nonpsychiatrists. 

We have the capacity to make highly accurate diagnoses of Alzheimer’s disease. 
For how many other disorders can we claim a pathologically validated accuracy of 
70%-90% (4)? Through the differential diagnostic process, patients suffering from 
other disorders that impair cognitive functioning may be identified and effectively 
treated. For example, depression in the elderly may be an especially insidious but 
eminently treatable cause of reversible intellectual and social decline. Psychiatrists’ 
capacity to treat many of the symptoms of Alzheimer’s disease is now comparable to 
their capacity to treat other chronic, incurable, progressive diseases. Our goal is to 
maintain the patient at the maximum level of functioning for the greatest length of 
time and to reduce complications, such as delirium or depression, that cause exces- 
sive disability. 

The important behavioral dysfunctions routinely seen in patients with Alzheimer’s 
disease include anxiety—generalized as well as with attacks of panic; a variety of 
dysthymias, from chronic grieving to major depression with melancholia; disordered 
thinking, including delusions and hallucinations; behavioral symptoms, such as bel- 
ligerence, aggression, and sleep disturbances; and regressed behaviors, with loss of 
personal fastidiousness and pride in appearance. In short, Alzheimer’s disease pa- 
tients present both a wide array of common psychiatric symptoms and complex, 
special problems unique to the geriatric population. 

We now have the knowledge, experience, and resources to view Alzheimer’s dis- 
ease as a treatable disease, rather than viewing it narrowly as untreatable brain 
degeneration. Effective treatment focuses on the patient-caregiver unit, not the pa- 
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tient alone. Optimal care may involve psychotherapy, pharmacotherapy, education, 
and practical collaborative problem management between clinician and caregiver. 
The psychiatrist’s active intervention is viewed in a positive manner by'patiepts and 
family members alike. 

Alzheimer’s disease encompasses psychopathological, neurobiological, medical, 
psychosocial, and cultural issues. Thus, it may be considered a multifaceted chal- l 
lenge. The psychiatrist is already trained in this broad and integrated approach, is ' 
accustomed to working with multidisciplinary teams, and is well equipped to pro- 
vide sustained comprehensive care for Alzheimer’s disease patients and their fami- 
lies. To confront the problems of Alzheimer’s disease effectively, psychiatrists may 
have to adjust their existing practice patterns to attend Alzheimer’s disease patients 
in long-term care facilities, at home, or in other somewhat nontraditional practice 
settings. Some psychiatrists may choose to acquire additional expertise in geriatrics, 
pharmacotherapy in general, and pharmacokinetics in particular, yet all must be 
willing to join in the treatment of this growing population. 

Our increased involvement in treating patients suffering from Alzheimer’s cisease 
and other dementias will reaffirm the neuropsychiatric nature of the classical case 
described in 1907 by Alzheimer, himself a neuropsychiatrist, of a pdtient who ex- 
hibited jealousy, paranoid ideation, verbal outbursts, and apparent auditory hallu- 
cinations (5). Moreover, our involvement may provide clues to new approaches in 
the treatment of other chronically mentally ill patients and foster the application of 
basic and research findings to the clinical care of Alzheimer’s disease patients, their 
caregivers, and their families. 

Public policy makers have recognized the importance of psychiatrists in treating 
Alzheimer’s disease by lifting Medicare’s mental illness limits for the medica] man- 
agement of Alzheimer’s disease patients. The needs and the opportunities are ap- 
parent. To cede the care of Alzheimer’s disease patients and their families to other 
practitioners is ultimately to bequeath to our nonpsychiatric colleagues the treat- 
ment of a complex behavioral disorder that involves the brain and thus is to the 
detriment of those patients and their families. 
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Brief Communications 


Severe Daytime Somnolence in Patients 
Treated With an MAOI 


Martin H. Teicher, M.D., Ph.D., 3ruce M. Cohen, M.D., Ph.D., 
Ross J. Baldessarini, M.D., and Jonathan O. Cole, M.D. 


Eight patients with bypersomnolent, anergic major 
depression benefited markedly from treatment with 
relatively high doses of phenelzine or tranylcypromine 
but experienced intense afternoon somnolence and dis- 
rupted sleep. Reducing the dose of monoamine oxidase 
inhibitor (MAOI) or substituting isocarboxazid some- 
times provided relief, but altering the schedule of drugs 
or meals did not. Bedtime sedation alleviated the dis- 
rupted sleep but had little effect on daytime somno- 
lence. The mechanism underlying this side effect is un- 
known; sleep deprivation, narcolepsy, or hypotension 
does not account for it. Patients given an MAOI 
should be assessed for this disturbance and cautioned 
to avoid risk of injury when it occurs. 

(Am J Psychiatry 1988; 145:1552-1556) 


C ommon side effects of monoamine oxidase inhib- 
4 itors (MAOIs) include orthostatic hypotension, 
weight gain, sleep disturbance, and sexual dysfunction 
(1, 2). We now report eight cases in which MAOIs 
substantially interfered with normal rest-activity 
rhythms during the treatment of otherwise responsive 
depressed patients, producing periods of severe day- 





Received Oct. 26, 1987; revision received May 18, 1988; accepted 
June 10, 1988. From the Department of Psychiatry and the Neuro- 
science Program, Harvard Medical School, Boston, and the Adult 
Outpatient Clinic, the Affective Disease Program, and the Mailman 
Research Center, McLean Hospital, Belmont, Mass. Address reprint 
requests to Dr. Teicher, Developmental Biopsychiatry Research Pro- 
gram, McLean Hospital, Belmont, MA 02178. | 

Supported in part by NIMH grants MH-31154, MH-36224, and 
MH-47370 (awarded to Dr. Baldessarini); Biomedical Research 
Support grant RR-05484 from the Division of Research Resources, 
NIH; awards from the Marion Ireland Benton Trust Fund and the 
Milton Foundation to Dr. Teicher; and grants from the John D. and 
Catherine T. MacArthur Foundation to Dr. Cohen. 

Copyright © 1988 American Psychiatric Association. 


‘ 


1552 


zime somnolence that were difficult to correct and dis- 
rupted normal activities. 


~ASE REPORT 


Case 1. Ms. A, a 36-year-old divorced white woman, pre- 
sented with a 10-year history of recurrent major depression, 
borderline personality disorder, and alcohol abuse (she had 
>een abstinent for 2 years) according to DSM-III-R criteria 
“patient 1 in table 1): Noteworthy depressive symptoms in- 
cluded sustained daytime fatigue, prolonged sleep and diffi- 
culty arising, poor concentration, anhedonia, suicidal 
thoughts, social fear, great sensitivity to criticism or rejec- 
sion, and mild weight gain. Previous treatment with lithium 
carbonate alone and in combination with imipramine or 
methylphenidate in daily doses up to 225 and 20 mg, respec- 
sively, worsened her condition. The severity of the patient’s 
depression increased over time and she had been unable to 
work for 3 months before seeking help as an outpatient at 
our hospital. 

During a trial of phenelzine (up to 30 mg, at 7:30 and 
11:00 a.m.) and carbamazepine (600 mg/day) her depressive 
symptoms decreased markedly. Her total average sleep time 
went from 11 to 8.5 hours, and she experienced greater over- 
all energy, improved concentration, and less social fear and’ 
rejection sensitivity. However, after 28 days of this treat- 
ment, Ms. A complained that, although she could awaken 
readily in the morning and initially fell alert and energetic, 
zhe would become so sleepy later in the day that usually she 
could not remain awake between 4:00 and 5:00 p.m. She 
rarely felt tired at her usual bedtime and would awaken 
briefly up to five times a night, but she considéred this noc- 
turnal disturbance only a minor nuisance. 

Increasing the daily dose of phenelzine from 60 to 75 mg 
on the premise that her depression may have been only par- 
tially treated produced an even greater disruption in rest- 
activity rhythms. Similarly, tranylcypromine in daily doses 
up to 60 mg also ameliorated depressive symptoms but pro- 
duced comparable rest-activity disruptions after 6 weeks. At- 
sempts to alleviate this side effect by altering the times at 
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TABLE 1. Effect of MAO! Treatment on Depression, Activity, and Sleep in Eight Patients 





1 





Antide- 
Age MAOI! Daily Concurrent pressant Effect on Day- Effect on Night- 
Patient years) Sex Diagnosis Dose Medicines Effect time Activity time Sleep 
1 36 F — Major depres- Phenelzine,* Carbamazepine Marked Multiple epi- Multiple brief 
sion, 75 mg sodes of severe awakenings 
borderline somnolence 
personality, Tranyleypro- Carbamazepine Marked Improvement, Legs frequent 
“hysteroid mine, 60 mg then return of awakenings 
dysphoria” somnolence \ 
2 33 F Bipolar disorder = Tranylcypro- Lithium, Marked Irresistible səra- Usually one 
mine, 70 mg haloperidol nolence ir awakening 
early evening; 
ifficulty 
driving or 
working 
3 37 F Atypical bipolar Tranylcypro- Carbamazepine Moderate Strong desirs to Multiple brief 
disorder,” bor- mine, 50 mg nap in lats awakenings 
derline afternoon 
personality, interfered with 
partial work 
complex 
seizures 
4 53 F — Major depres- Phenelzine, 60 Lorazepam Marked Midafternoon Difficulty falling 
sion mg somnolenze; asleep, delayed 
fell asleep bedtime, single 
driving awakening, 
difficulty aris- 
ing 
5 29 M = Major depres- Tranylcypro- None Marked Strong desire to Multiple brief 
sion mine, 50 mg nap in late awakenings 
afternoon 
interfered. with : 
work f 
6 34 M Atypical bi ipolar Tranylcypro- None Moderate Strong desire to Restless sleep, 
disorder mine, 50 mg nap in late ‘occasional 
afternoon in- ‘awakenings 
terfered with í 
3 work 
7 36 M = Major depres- Tranylcypro- None Marked Irresistible Resiless sleep, 
sion mine, 50 mg somnolence in multiple 
late afternoon awakenings 
8 37 M Major depres- Tranylcypro- Temazepam Moderate Irresistible Difficulty falling 
sion mine, 40 mg somnolence at asleep without 
1:00 and 4:00 temazepam, 
p.m. interfered reduced total 
with works; sleep time 
fell asleep 
driving 





-Phenelzine was tried as a single agent as well as with carbamazepine. 


>Bipolar IV disorder (episodes of major depression with elated hypomanic episodes precipitated by antidepressart drugs [3)). 


which the drug was administered or by using sedative, hyp- 
notic, or neuroleptic medications to enhance sleep quality 
failed to eliminate these periods of afternoon somnolence. 
Prominent daytime somnolence also emerged during a sub- 
sequent trial of phenelzine without carbamazepine. 


SUMMARY OF SIMILAR CASES 


Several other patients also experienced profound 
daytime somnolence associated with MAOI treatment. 
Salient features of these representative cases are sum- 
marized in table 1 (patients 2-8). All were young or 
middle-aged adults with low-energy, nonagitated, and 
generally hypersomnolent depression. One patient (pa- 
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tient 2) had bipolar disorder according to DSM-III-R 

criteria and had required multiple psychiatric hospital- 
izations for episodes of mania with psychotic features. 
Two others (patients 3 and 6) had probable bipolar 
disorder with chronic anergic depression’ but had ex- 
perienced transient manic episoces while’ taking anti- 
depressants, including MAOIs. The other four had 
unipolar depression (major depression according to 
DSM-III-R criteria), although in. three of the patients 
the depressive symptoms (hypersomnia, weight gain, 
and decreased activity) and associated features (early 
and rapid onset and family histcry of depression) are 
generally characteristic of bipolar disorder (4-6). Most 
of these patients thus may fit a category, „sometimes 
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FIGURE 1. Activity Profiles of Two Patients Receiving MAOIs as Measured by Electronic Activity Monitor? 
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“Data are displayed as activity counts versus time in 15-minute intervals over the course of days. The rectangular bands below each half of 
the figure indicate successive days, and the white and black bands sepa-ate day from night. The start time for each profile is indicated by 
24-hour time (e.g., 0950=9:50 a.m.) and repeated at daily intervals. TŁe arrows point to periods of intense fatigue culminating in naps. 


referred to as “‘pseudo-unipolar” depression or “‘bi- 
polar spectrum” disorder (4, 5). 

Each patient had a clinically significant beneficial 
antidepressant response to MAOI treatment despite 
the fact that seven of the patients had had marginal 
responses to tricyclic antidepressants. The depressive 
symptoms of all eight patients were greatly reduced or 
eliminated by MAOI treatment. All patients com- 
plained of isolated episodes of severe daytime somno- 
lence in the late afternoon (between 1:00 and 6:00 
p.m.), which were distinctly different from the varying 
degrees of lethargy and energy they experienced before 
MAOI therapy. Most tried to prevent these episodes of 
somnolence by consuming large quantities of caffein- 
ated beverages (up to eight cups of coffee in an after- 
noon); some later adopted caffeine-free diets or vigor- 
ous exercise programs—all to no avail. Increasing 
the dose of MAOI and use of adjuvant treatments 
(specified later in this paper) were ineffective in aug- 
menting treatment response or in relieving daytime 
somnolence. 

Disruption of day<ime activity persisted and eventu- 
ally required the discontinuation of MAOI for six of 
the patients, but the initial daytime somnolence of pa- 
tients 5 and 7 abated over several months. A later 
return of depressive symptoms required an increased 
dose of tranylcypromine for patient 5, suggesting tol- 
erance (7), and led to a reemergence of daytime som- 
nolence that again decreased with time. 

All patients said that MAOI treatment led to inter- 
rupted, restless sleep; generally they experienced occa- 
sional or, more often, multiple brief awakenings. Two 
patients experienced some difficulty falling asleep (pa- 
tients 4 and 8). All found disruptions of sleep to be 
minor and awakenings brief. All but one (patient 4) 
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awoke readily in the morning, felt well rested, and 
reported great improvement in the morning lethargy 
associated with their depression. No patient showed 
cataplexy or other signs characteristic of narcolepsy, 
had a history of narcolepsy or other primary sleep dis- 
order, or had evidence of petit mal epilepsy. None re- 
ported lightheadedness, and measurements of reclining 
and standing blood pressure during the period of peak 
somnolence failed to reveal any greater degree of rest- 
ing or orthostatic hypotension than during periods of 
normal alertness. 


AMBULATORY MOTILITY MONITORING 


To better define the nature of the effect of MAOIs on 
rest-activity rhythms, five patients wore on their wrists 
en ambulatory electronic activity monitor with solid 
state memory (8, 9). This device continuously recorded 
the number of accelerations of the patient’s nondomi- 
nant arm during 15-minute periods throughout a total 
of 40-64 hours, providing an objective and unobtru- 
sive measurement of behavioral activity in the patients’ 
natural environments. Each resulting ‘“‘actigraph” pro- 
file revealed a substantial period of markedly attenu- 
eted daytime activity. The actigraphs of two repre- 
sentative patients are shown in figure 1. 

The actigraph profile for patient 1 indicated that her 
ectivity waned dramatically several times between 
midday and evening. Overall, her activity during 
the night was slightly higher than we find in most 
cepressed patients of similar age, and the recordings 
cocumented the patient’s report of multiple noc- 
turnal awakenings. The profile for patient 2 verified 
tue profound single period of early evening somno- 
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lence this patient routinely experienced while taking 
tranylcypromine. 


ATTEMPTS TO ALLEVIATE DAYTIME 
SOMNOLENCE 


Because the episodes of intense daytime sleepiness 
were a major untoward consequence of otherwise 
highly efficacious treatment, we tried several strategies 
other than discontinuation of MAOIs to alleviate the 
problem; these attempts led to the following clinical 
impressions. First, the period of somnolence did not 
seem to be temporally related to meals or to charac- 
teristics of the patients’ diets. Second, shifting the time 
when the MAOI was administered had little or no ef- 
fect. Third, medication to enhance nighttime sleep or 
to augment therapeutic response—including lithium 
carbonate (N=5), thyroid supplementation (N=5), L- 
tryptophan (N=S), trazodone (N=4), neuroleptics 
(N=4), anticonvulsants (N=3), and benzodiazepines 
of short or intermediate duration (N=6)—produced 
no obvious benefits. The possible efficacy (and safety) 
of adding a stimulant such as methylphenidate to the 
regimen of such patients has not been assessed. 

Four patients who had received tranylcypromine 
were later given another MAOI. Patient 7 was given 
phenelzine after his depression returned while he was 
taking tranylcypromine. His depressive symptoms re- 
sponded to a daily dose of 90 mg, but his daytime 
sedation and nighttime sleep disruption became intol- 
erable; on a lower daily dose of phenelzine (60 mg), his 
depression was much improved and his daytime som- 
nolence, although still noticeable, was tolerable. Pa- 
tients 1, 2, and 3 were given isocarboxazid for con- 
tinuing depressive symptoms. Patients 2 and 3 
experienced considerable relief of depressive symp- 
toms without excessive daytime somnolence while re- 
ceiving 20—40 mg of isocarboxazid daily. Both felt less 
energetic than they had while taking tranylcypromine 
but close to their predepressed baseline. Curiously, 
they both noted in sleep diaries that isocarboxazid pro- 
duced a greater number of nighttime awakenings of 
even longer duration and more disruptive of sleep than 
those experienced with tranylcypromine, but they did 
not experience problems with daytime somnolence for 
at least 6 months of continued treatment with isocar- 
boxazid. Patient 1, on the other hand, experienced 
both severe nighttime awakenings and intolerable day- 
time somnolence while taking isocarboxazid (30 mg/ 


day), but she had a prominent therapeutic response to 
ECT. 


DISCUSSION 


We have reported periods of marked daytime som- 
nolence in eight patients treated with antidepressant 
MAOIs. The effect was associated with relatively high 
doses of tranylcypromine or phenelzine and may be 
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less likely with isocarboxazid. Patients also reported 
sleep difficulties characterized by multiple brief awak- 
enings with all three of these MAOIs. Both disruptive 
effects on rest-activity rhythms were documented in 
five patients with ambulatory motility recordings. All 
eight patients complained severely about the daytime 
sedation and sometimes stopped taking the MAOI for 
this reason, but they all considered the nighttime sleep 
disturbance only a minor problem. The reported sleep 
disturbances may have been related to the bouts of 
daytime somnolence. 

The patients described were intensely sleepy at brief 
and selective times, usually in the afternoon, although 
all had been hypersomnolent and persistently anergic 
before MAOI treatment. Patient 2, whose tranylcy- 
promine was discontinued abruptly and then restarted 
4 days later at a lower dose, had a brief switch into 
mania. Her nighttime sleep was even shorter and she 
was at least as restless while in the manic state. How- 
ever, her overall activity was greatly elevated during 
mania and she had no daytime somnolence, suggest- 
ing that sleep duration was not a critical factor in pro- 
ducing her afternoon somnolence. Attempts to im- 
prove nighttime sleep quality by adding sedation at 
bedtime for all eight patients eliminated subjective re- 
ports of nighttime awakening but did little to prevent 
afternoon somnolence. Two patients had greatly di- 
minished complaints of daytime sedation but greater 
complaints of nighttime awakenings while taking iso- 
carboxazid. The relationship between daytime seda- 
tion and nighttime sleep complaints evidently is com- 
plex; polysomnographic studies may help to unravel it. 
Perhaps daytime somnolence is mediated by both 
sleep-dependent and sleep-independent processes, sim- 
ilar to the way that nighttime sleep is believed to be 
regulated (10). 

In conclusion, clinically significant afternoon som- 
nolence with administration of phenelzine and tranyl- 
cypromine may be common, especially in patients with 
anergic, hypersomnolent (“bipolar spectrum” or 
““pseudo-unipolar’’) depression. This side effect proved 
to be a major barrier to treatment in six of the eight 
patients described and places patients at risk of poor 
work performance or injury, particularly while driv- 
ing. Recognition of the problem can improve care of 
patients at risk, who should be reassured that this form 
of somnolence is a medication side effect and urged to 
be appropriately cautious about what they attempt to 
do during somnolent periods. Effective strategies for 
diminishing this disturbance remain to be defined. 
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Lithium Treatment of Manic Episodes With Psychotic 
Features in Prepubertal Children 


Teresa M. Varanka, M.D., Ronald A. Weller, M.D., 
Elizabeth B. Weller, M.D., and Mary A. Fristad, Ph.D. 


The authors describe the manic symptoms, family 
psychiatric histories, and psychotic symptoms of 10 
prepubertal children 6—12 years old who had a DSM- 
Ill diagnosis of manic episode with psychotic features. 
All of the children improved when treated with lithium 
alone. Improvement in both manic and psychotic 
symptoms was noted an average of 11 days after lith- 
ium administration was started. 

(Am J Psychiatry 1988; 145:1557-1559) 


M ania has been reported in prepubertal children 
(1-4). However, its incidence has probably 
been underestimated (5). Typical symptoms, response 
to lithium treatment, familial occurrence, and psy- 
chotic features have all been well described in adults 
with mania. However, studies that focus exclusively on 
prepubertal children are lacking. To date, reports of 
mania in children have tended to combine both prepu- 
bertal children and adolescents (1—4). In general, these 
reports indicate several similarities between mania in 
adults and children. For example, the symptoms of 
adults and children are similar (1—5). In DSM-III-R, 
criteria for the diagnosis of manic episode are the same 
for adults and children. Also, the family history of 
manic adults and children is strongly positive for af- 
fective disorder (3). Finally, manic episodes in children 
may respond to lithium treatment as do manic epi- 
sodes in adults (1, 6—8). Since manic episodes are in- 
creasingly recognized in prepubertal children, their 
symptoms, family history, and response to lithium are 
of interest. 

To our knowledge, lithium treatment alone has not 
been studied in a series of prepubertal children with 
mania with psychotic features. Therefore, we under- 
took this study of prepubertal children with a diagno- 
sis of manic episode with psychotic features to describe 
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the symptoms of these children, to ascertain whether 
affective disorders are present in the families of these 
children, and to determine the efficacy of lithium car- 
bonate alone for acute treatment of manic episodes 
with psychotic features. 


METHOD 


The subjects were patients admitted to a 10-bed in- 
patient diagnostic and treatment unit for prepubertal 
school-aged children. Because of the specialized nature 
of this unit, it was possible to make detailed clinical 
assessments of each child. Personnel included psychi- 
atrists, nurses, social workers, teachers, and activities 
therapists who were experienced in evaluating psychi- 
atrically ill children in this age range. Their observa- 
tions were combined to provide an overall assessment 
of clinical condition and to monitor improvement. 
There are no standard rating scales to assess severity of 
manic episodes in prepubertal children. However, im- 
provement in manic symptoms was evaluated in team 
meetings on the basis of a child’s school performance; 
interactions in individual, family, and group therapy; 
and performance in activities therapy. Although not 
ideal, this may be the best method currently available 
to assess manic children. 

In addition to clinical assessment, children also were 
given the Diagnostic Interview for Children and Ado- 
lescents (9), a structured interview that reviews pres- 
ence or absence of DSM-III psychiatric symptoms and 
syndromes. To be included in the study, subjects had 
to 1) be given a clinical diagnosis of manic episode and 
fulfill DSM-III criteria for manic episode with psy- 
chotic features as determined by the Diagnostic Inter- 
view for Children and ceeds, 2) be prepubertal 
(Tanner’s Stage I [10]), 3) have no history of drug or 
alcohol abuse, 4) be d ak healthy, 5) have no 
symptoms of organic brain syndrome, 6) have an IQ of 
at least 85, and 7) have been treated with lithium car- 
bonate alone for the manic episode. 

All 10 children were admitted to the children’s in- 
patient unit during January 1, 1981, to June 30, 1985. 
During this period, 14 children were diagnosed as hav- 
ing manic episodes with psychotic features. However, 
four of these children were treated with a combination 
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of lithium and neuroleptics and were excluded from 
this study. Thus, a total of 10 children met inclusion 
criteria. There were nine boys and one girl. Ages 
ranged from 6 years, 9 months, to 12 years, 7 months 
(mean+SD=9 years, 6 months+2 years). Eight were 
white, and two were black. Their mean+SD weight 
was 33.5+6.0 kg. None had received previous inpa- 
tient psychiatric treatment. 

The following information was obtained for each 
patient: DSM-III symptoms of manic episode, psy- 
chotic symptoms, and family history of psychiatric dis- 
orders. In addition, the following specific factors re- 
lated to lithium treatment were studied: duration of 
treatment, lithium doses, serum lithium levels, length 
of time required for clinical response, side effects, and 
overall treatment response. 


RESULTS 
Manic Symptoms 


In regard to manic symptoms, all subjects appeared 
clinically manic and manifested typical symptoms of 
manic episodes. All 10 children had elevated (N=5) or 
irritable (N=5) mood and increased motor activity. 
Nursing staff described these children as “restless” and 
“hard to manage.” Four had frequent alterations be- 
tween elevated and irritable moods. Six were hostile 
and threatening. Six had increased sexual interest, in- 
cluding sexual preoccupation and sexual “acting out.” 
All 10 children had abnormal speech patterns: six had 
pressured speech, five had increased talkativeness, and 
one had rhyming speech. Three children were incoher- 
ent and circumstantial during times of severe agitation. 
Six children had episodes of racing thoughts, five had 
flight of ideas, and five were easily distracted. Nine 
children reported a decreased need for sleep, and three 
complained of very violent nightmares since the begin- 
ning of the episode. 

Most of the children had experienced a gradual on- 
set of increasingly disturbed or disruptive behavior 
that brought them to the attention of physicians and 
mental health professionals. Almost all had been pre- 
viously diagnosed as hyperactive despite the fact that 
their symptoms represented a recent and distinct 
change from their usual behavior. Eight had been 
treated with methylphenidate or neuroleptics as out- 
patients without improvement. Gradual and continued 
worsening of symptoms were noted. None had mani- 
fested previous episodes of manic behavior. Three had 
experienced some symptoms of depression, such as 
low mood, low self-esteem, decreased appetite, or im- 
paired concentration, in the year before the current 
manic episode. However, none had been treated with 
antidepressants. Two patients had evidence of earlier 
psychiatric difficulties: one was described as “hyper 
since birth,” and the other was described as a ‘“‘be- 
havior problem” at age S. 
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Psychotic Symptoms 


All 10 children exhibited mood-congruent psychotic 
features and gave clear descriptions of these symp- 
toms. Seven children reported visual hallucinations, 
such as “seeing the devil,” “seeing people with purple 
eyes,” “‘people’s heads in the window,” and “seeing 
the bogeyman.” Five children reported auditory hallu- 
cinations, such as “The devil and angel talk to me.” 
Seven children reported persecutory delusions, such as 
“The wolfman is after me” and “People are watching 
me.” Two had grandiose delusions: one said he was 
the “President of the U.S.A.,” and the other felt he 
could predict and control future events. None of these 
psychotic symptoms had been present before the onset 
of the current manic episode. 


Family History of Psychiatric Disorders 


Psychiatric illnesses in first- and second-degree rela- 
tives were also examined. All 10 children had a posi- 
tive family history for psychiatric disorder. A family 
history of manic episodes was present in two children, 
depression in five, and alcoholism in six. Eight children 
had depression, manic episodes, and/or alcoholism in 
their families. Other psychiatric disorders were noted 
in the family histories of eight of the children. These 
included drug abuse, antisocial personality disorder, 
and paranoid disorder. Unfortunately, it was not pos- 
sible to obtain complete data on all blood relatives. 
Therefore, the figures reported here may be conserva- 
tive estimates of psychiatric disorders among the fam- 
ilies of these manic children. 


Treatment Response 


All of the children were treated with lithium carbon- 
ate alone. Six received lithium as their initial inpatient 
treatment. Four were treated initially with neuroleptics 
or methylphenidate without improvement. These med- 
ications were then discontinued and the four were 
given lithium. 

Dose was determined by a lithium dosage guide (11) 
and ranged from 1150 mg (32 mg/kg per day) to 1800 
mg (63 mg/kg per day). The mean dose was 1270 mg 
(40 mg/kg per day). All children reached therapeutic 
lithium levels (0.6—1.4 meq/liter) within 3 to 5 days of 
beginning lithium treatment. Levels were then main- 
tained in this range. One patient required two doses of 
0.5 mg of haloperidol because of aggressive episodes 
necessitating physical restraint. No neuroleptics were 
given to any other patient during lithium treatment. 

Substantial improvement occurred in all 10 children. 
Improvement was observed an average of 11 days after 
beginning lithium treatment (range=3—24 days). All 
psychotic symptoms disappeared, and the children be- 
came euthymic, less destructive, less irritable, and eas- 
ier to redirect. Speech, thought processes, motor activ- 
ity, and attention span improved dramatically. 

All children reported infrequent and minor side ef- 
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fects, such as increased fatigue, decreased appetite, ab- 
dominal discomfort, nausea, increased urination, and 
tremor. However, none of the side effects was serious 
enough to require a change in treatment. 

Detailed follow-up information was not obtained 
for all of the children because the focus of the study 
was acute in-hospital treatment with lithium, and the 
effectiveness of lithium prophylaxis was not addressed. 
All 10 children were discharged on lithium. Six re- 
turned to their referring physicians for further care and 
were lost to systematic follow-up. The remaining four 
children were seen in the university outpatient clinic. 
Six months following discharge, all four were noted to 
be doing fine. Only one child was still taking lithium; 
this patient had developed a depression that required 
treatment with imipramine in addition to the lithium. 


DISCUSSION 

The presence of psychotic features during prepu- 
bertal depressive episodes has been reported (12-14). 
Qur current study indicates that prepubertal children 
can also have psychotic symptoms during manic epi- 
sodes in addition to the more generally Pecopnizes 
manic symptoms. 

Furthermore, symptoms of psychosis as well as 
manic episodes improved with lithium treatment 
alone. These 10 prepubertal children with manic epi- 
sodes with psychotic features responded to acute treat- 
ment with lithium. If this finding is confirmed in other 
samples, then placebo-controlled studies should be un- 
dertaken to further verify the effectiveness of lithium in 
both the acute and long-term management of manic 
children. 

Finally, the incidence of affective illness i in the rela- 
tives of these manic children appears high, similar to 
the high incidence of affective disorders observed in the 
relatives of adults with bipolar illness. Further research 
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_ is needed to more clearly establish the frequency of 


manic episodes in prepubertal children and define their 
relationship to bipolar illness in adults. 
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Cerebral Glucose Metabolic Rates in Nondepressed 
Patients With Obsessive-Compulsive Disorder 


Lewis R. Baxter, Jr., M.D., Jeffrey M. Schwartz, M.D., 
John C. Mazziotta, M.D., Ph.D., Michael E. Phelps, Ph.D., Jorg J. Pahl, M.D., 
Barry H. Guze, M.D., and Lynn Fairbanks, Ph.D. 


The authors compared 10 nondepressed patients 
with obsessive-compulsive disorder with 10 normal 
control subjects of the same sex and similar age for 
cerebral glucose metabolic rates obtained using posi- 
tron emission tomography. Obsessive-compulsive pa- 
tients showed significantly elevated metabolic rates in 
the whole cerebral hemispheres, heads of the caudate 
nuclei, orbital gyri, and the orbital gyri relative to the 
ipsilateral hemisphere (the orbital-hemisphere ratio). 
These results are similar to those the authors reported 
previously for another group of obsessive-compulsive 
patients and normal control subjects. 

{Am J Psychiatry 1988; 145:1560~1563) - 


} e reported previously the results of a study of 

cerebral glucose metabolic rates determined 
with positron emission tomography (PET) and the 
[18F]fluorodeoxyglucose method in a group of patients 
with obsessive-compulsive disorder, a group of pa- 
tients with major depression (unipolar type), and a 
group of normal control subjects (1, 2). Cerebral glu- 
cose utilization is considered a sensitive indicator of 
cerebral function, since, under nonstarvation condi- 
tions, glucose and oxygen are the predominant energy 
substrates of the brain (3). We found absolute glucose 
metabolic rate values to be significantly (p<0.05) 
higher in subjects with obsessive-compulsive disorder 


than in normal control subjects in the whole supraten-. 
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torial hemispheres, the heads of the caudate nuclei, 
and the orbital gyri. In addition, the metabolic rate in 
the orbital gyrus relative to that in the ipsilateral hemi- 
sphere as a whole (the orbital gyrus-hemisphere ratio) 
was significantly higher in patients with obsessive- 
compulsive disorder than in normal control subjects in 
the left hemisphere but not in the right. However, there 
was no statistically significant left-right asymmetry on 
this measure, and values on the right were higher in 
patients with obsessive-compulsive disorder than in 
normal control subjects. 

The subject groups in our first study had several 
characteristics that were not optimal: 1) there were 
unequal numbers of male and female subjects in the 
experimental groups (4), 2) most of the patients with 
obsessive-compulsive disorder also: had concomitant 
major depression, 3) some of the patients with obses- 
sive-compulsive disorder were receiving medications, 
and 4) handedness was not equal across groups. We 
present here the results of a PET study using 
[18F]fluorodeoxyglucose that compared. a new group 
of drug-free, nondepressed, right-handed patients with 
obsessive-compulsive disorder with a new group of 
sex-matched, right-handed normal control subjects of 
similar age. Glucose metabolic rates in the supratento- 
rial cerebral hemispheres, heads of the caudate nuclei, 
and orbital gyri were examined in an a priori design in 
an attempt to confirm or refute our previous findings. 


METHOD 


This study was carried out under guidelines estab- 
lished by the UCLA Human Subjects Protection Com- 
mittee. All subjects provided informed consent. 


Subjects 


The patients with obsessive-compulsive disorder 
were five men and five women who met both DSM-III 
criteria and Research Diagnostic Criteria (RDC) (5) 
for obsessive-compulsive disorder with both obses- 
sions and compulsions, as assessed by the Schedule for 
Affective Disorders and Schizophrenia—Lifetime Ver- 
sion (SADS-L) (6) (given by L.R.B., Jr., or J.M.S.). All 
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had had the illness for at least 1 year; none met criteria 
for DSM-III major depression, bipolar disorder, cy- 
clothymic disorder, or dysthymic disorder; and none 
met RDC criteria for bipolar, major depressive, minor 
depressive, intermittent depressive, or cyclothymic dis- 
order. All but two had met criteria for major depres- 
sion (DSM-III and RDC) at some time in the past. 
Three also met criteria for social phobia; two of these 
also met criteria for simple phobia (DSM-III and 
RDC) at the time of the study. All were normal ac- 
cording to general physical and neurological examina- 
tion, and all had been drug free for at least 2 weeks and 
six for more than 4 weeks at the time of PET scanning 
with ['*F]fluorodeoxyglucose. The patients’ mean+ 
SD age was 35.5+10.9 years (range=23-61 years). 
Women were scanned without regard for time in the 
menstrual cycle, and all were premenopausal. All sub- 
jects were right-handed, determined by using a hand- 
edness questionnaire (7). Patients were rated for symp- 
tom severity on the National Institute of Mental 
Health (NIMH) Obsessive-Compulsive Rating Scale, 
which correlates with the obsessive-compulsive sub- 
scale of the Comprehensive Psychiatric Rating Scale (8, 
9) (r=0.9; T.R. Insel, M.D., NIMH, personal commu- 
nication, 1984), and the 17-item Hamilton Rating 
Scale for Depression (10). At the time of PET scanning, 
the patients’ mean +SD score on the NIMH Obsessive- 
Compulsive Rating Scale was 27.8+5.0 (range=18— 
36); their mean score on the Hamilton depression scale 
was 9.4+4.1 (range=3-16) (mainly anxiety-related 
items). All patients with obsessive-compulsive disorder 
reported having obsessions during the time of 
['*F]fluorodeoxyglucose uptake, but none engaged in 
overt ritualized motoric behavior. 

The normal control group comprised five men and 
five women, aged 39.8+12.3 years (range=23—66), 
who denied and showed no present evidence of major 
psychopathology on interview with a physician who 
was Board-certified in psychiatry and neurology 
(L.R.B., Jr., J.M.S., J.C.M., or J.J.P.). Two women had 
had DSM-III major depression in the past. None ex- 
hibited substantial abnormalities according to general 
physical and neurological examination, and all had 
been off medications of all kinds (including aspirin) for 
at least 2 weeks. Women were scanned without regard 
for time in the menstrual cycle, and all were premeno- 
pausal. All subjects were right-handed according to the 
handedness questionnaire. 


PET Procedures 


All PET procedures used were identical to those of 
our previous report (1). All subjects were injected with 
['SF]fluorodeoxyglucose while in the supine position in 
a room where there was no conversation and low am- 
bient light and environmental noise (mostly from the 
scanner gantry), as previously described (11). The sub- 
jects’ ears and eyes were not covered, and they looked 
at the diffuse white ceiling light above the tomograph. 
Each subject received 5 to 10 mCi of ['*F]fluorodeoxy- 
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glucose, prepared as previously described (12). The ar- 
terialized venous blood sampling, scanning methods, 
and techniques used for determinations of plasma glu- 
cose and ['*F]fluorodeoxyglucose concentrations have 
also been detailed previously (13, 14). 

Scanning began 40 minutes after injection of 
['F]fluorodeoxyglucose and was performed with a 
Neuro ECAT scanner (15). The in-plane resolution 
used in these studies was 11 mm, and the axial reso- 
lution was 12.5 mm. Twelve scans were taken at an 
angle parallel to the canthomeatal plane at 8-mm in- 
tervals. The subjects’ heads were held in a special head 
holder (16) during scanning to allow accurate posi- 
tioning using the low-power neon laser of the tomo- 
graph. A rectilinear prescan was used to obtain com- 
parable planes for intersubject comparisons (16). 
Imaging time ranged from 40 minutes to 1 hour. In- 
jection of ['*F]fluorodeoxyglucose took place between 
10:00 a.m. and 2:00 p.m. 

Neuroanatomical structures were delineated by us- 
ing a set of templates derived from a positron emission 
atlas (17). The accuracy of the neuroanatomical local- 
izations was confirmed by one neuroanatomist 
(J.C.M.), who was blind as to the study from which the 
scans came. The local cerebral (supratentorial) glucose 
metabolic rates were calculated using previously de- 
scribed methods (13, 14). Rates for individual neuro- 
anatomical structures were calculated in this study by 
taking the mean of values calculated for all planes in 
which a given structure was present. 


Statistical Analysis 


Differences between patients with obsessive-compul- 
sive disorder and normal control subjects in values for 
the cerebral hemispheres, heads of the caudate nuclei, 
orbital gyri, and orbital gyrus-hemisphere ratios were 
evaluated for statistical significance using Student’s t 
test (18—20). One-tailed probability limits were used, 
since the results of our previous study—higher values 
for all measures in patients with obsessive-compulsive 
disorder than in normal control subjects (1)—gave a 
clear prediction of direction of effect (17, 18); p<0.05 
was considered significant. Hotelling’s T? (20) was 
used to confirm that the two diagnostic groups were 
significantly different across all comparisons of abso- 
lute metabolic rates. An analysis of variance and co- 
variance with repeated measures (ANOVA), with 
Greenhouse-Geisser correction (20), was used to ex- 
amine the data for an effect of Sex by Diagnostic 
Group on the absolute metabolic rates in the hemi- 
spheres, caudate nuclei, and orbital gyri. A separate 
ANOVA was computed to examine for a Sex by 
Group effect on the left and right orbital gyrus-hemi- 
sphere ratios. Correlations between scores obtained on 
the NIMH Obsessive-Compulsive Rating Scale and the 
Hamilton depression scale and PET data were deter- 
mined using the Spearman rank correlation, since these 
rating scales are not truly parametric. 
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CEREBRAL GLUCOSE IN OBSESSIVE-COMPULSIVE DISORDER 


TABLE 1. Cerebral Glucose Metabolic Rates in 10 Patients With Obsassive-Compulsive Disorder and 10 Normal Control Subjects 





Glucose Metabolic Rate (mg/100 g brain per min) 





Obsessive-Compulsive Analysis* 
Control Subjects Patients 7 

Cerebral Structure Mean SD Mean SD (df=18) Pp 
Cerebral hemisphere 

Left 4.87 1.21 5.95 0.88 2.18 0.02: 

Right 4.86 1.27 5.90 0.86 2.03 0.02% 
Head of caudate 

Left 5.92 1.31 7.23 1.01 2.38 0.01: 

Right 6.16 1.50 7.54 1:11 2.22 0.02 
Orbital gyrus 

Left 5.33 1.23 6.79 0.90 2.87 0.00: 

Right 5.28 1.30 6.73 0.85 2.80 0.00¢ 
Orbital gyrus-hemisphere 

ratio 

Left 1.10 0.04 1.15 0.05 2.10 0.025 

Right . 1.09 0.04 1.14 0.05 2.33 0.02 











*Student’s t test with one-tailed p values for differences between patiefts and control subjects. 


RESULTS 


The patients with obsessive-compulsive disorder and 
normal control subjects did not differ significantly in 
age (t=0.79, df=18, p=0.44, two-tailed). 

As shown in Table 1, patients with obsessive-com- 
pulsive disorder had significantly higher glucose met- 
abolic rate values than normal control subjects (Ho- 
tellings T*=30.27, F=3.64, df=6,13, p=0.02). 
Separate t tests indicated that the two groups differed 
significantly in all three structures in both hemispheres 
(table 1). Both left and right orbital gyrus-hemisphere 
ratios were also significantly higher in patients with 
obsessive-compulsive disorder, as predicted. 

To determine whether there were any effects of sex 
on these results, an analysis of variance of Group (pa- 
tients with obsessive-compulsive disorder versus nor- 
mal control subjects) by Hemisphere by Sex was per- 
formed for each of the three structures and the ratio 
measure. No overall sex differences were found in any 
of these comparisons, but there was a significant inter- 
action of Sex by Hemisphere for the orbital gyri 
(F=5.97, df=1, 16, p=0.03) and for the orbital gyrus- 
hemisphere ratios ‘F=18.21, df=1, 16, p=0.0006). 
Women had higher values on the right, but for men the 
higher values were on the left. This sex effect did not 
interact with the effect of being in the group of patients 
with obsessive-compulsive disorder, however (orbital 
gyrus: Sex by Hemisphere by Group, F=0.56, df= 
1, 16, p=0.47; orbital gyrus-hemisphere ratio: Sex by 
Hemisphere by Group, F=1.89, df=1, 16, p=0.18). 
The differences between the patients with obsessive- 
compulsive disorder and the normal control subjects 
were similar for men and women and for the right and 
left sides of the brain. 

There were no significant correlations between 
scores on either the NIMH Obsessive-Compulsive Rat- 
ing Scale or the Hamilton depression rating scale and 
any of the PET-derived measures (all rho values<0.4, 
df=8, all p values=0.10). 
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DISCUSSION 


The results obtained in this study are similar to anc 
confirm those of our previous study (1, 2). As in tha 
study, this group of patients with obsessive-compulsive 
disorder had significantly higher glucose metabolic 
rates for the whole cerebral hemispheres, heads of the 
caudate nuclei, and orbital gyri than those found ir 
normal control subjects. 

The orbital gyrus-hemisphere ratio was also higher 
bilaterally, in patients with obsessive-compulsive dis 
order than in normal control subjects in this study 
Our previous study found a significant elevation in thi: 
ratio only on the left, although values on the righ 
tended to be higher for patients with obsessive-com 
pulsive disorder than those for normal control subject: 
in that other study as well (in that first study, the 
mean+SD ratio for patients with obsessive-compulsive 
disorder was 1.17+0.8 and for normal control sub- 
jects was 1.11+.08; p=0.06). In that study, however 
there was a higher percentage of men in the group o: 
patients with obsessive-compulsive disorder than ix 
the group of normal control subjects (the male-to 
female ratio among patients with obsessive-compulsiv: 
disorder was 9:5 and among normal control ‘subject: 
was 7:7). Since the data presented in this current re 
port show that there is a significant effect of sex by 
hemisphere on this measure (men showed higher val 
ues on the left and women had higher values on thi 
right), the unbalanced sex ratios between the group: 
obtained in the earlier study may well have accountec 
for the fact that the statistical significance of left or 
bital gyrus-hemisphere differences in the earlier study 
was greater for the left hemisphere than in this study 
(p=0.005 versus p=0.025) and did not reach statisti- 
cal significance for the right hemisphere in that study 
but did in this one. Thus, the hypothesis of abnorma 
brain activity in the orbital cortex of patients witl 
obsessive-compulsive disorder (as reflected by the ab 
normally high glucose uptake needed to support suct 
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activity), which we put forth in 1987 (1), is confirmed, 
although it should probably be expanded to include 
the right as well as the left orbital gyri. Why women 
with obsessive-compulsive disorder and women who 
were normal control subjects have a higher orbital 
gyrus-hemisphere ratio on the right than on the left but 
men in both groups have the opposite pattern is a mys- 
tery at this time. 

Glucose metabolic rates have been shown to be a 
highly sensitive indicator of neuronal functioning, re- 
flecting the nerve cell’s needs for all energy-requiring 
activities—neuronal excitation, inhibition, protein 
synthesis, neurotransmitter synthesis, or the mainte- 
nance of structural integrity (3). At present, the brain 
abnormalities that underlie abnormal glucose meta- 
bolic rates in these three neuroanatomical structures 
are unknown. Further, we would like to emphasize 
that none of our data on this subject to date demon- 
strates that other cerebral structures are not abnormal 
in obsessive-compulsive disorder. 

Which obsessive-compulsive symptoms are related 
to abnormalities in these three neuroanatomical re- 
gions is also unknown. Although obsessions and com- 
pulsions are the unique pathological features of this 
illness, anxiety is always present to varying degrees 
and major depression is common. We demonstrated 
previously (1, 2) that high absolute glucose metabolic 
values for the hemispheres, caudate nuclei, and orbital 
gyri distinguished patients with obsessive-compulsive 
disorder from patients with unipolar major depression 
who had similar levels of tension and anxiety (rated by 
using the Brief Psychiatric Rating Scale). As seen here, 
similar findings obtain in nondepressed patients with 
obsessive-compulsive disorder. However, although the 
orbital gyrus-hemisphere ratio did distinguish patients 
with obsessive-compulsive disorder from normal con- 
trol subjects both here and in the previous study, uni- 
polar depressed patients were not significantly differ- 
ent from patients with obsessive-compulsive disorder 
on this measure in the first study. Although the results 
of this present study, taken with those of the first, 
suggest that major depression per se is not related to 
this abnormality, it may well be that tension and/or 
anxiety are. Future studies might use patients with gen- 
eralized anxiety disorder, with anxiety levels similar to 
those of patients with obsessive-compulsive disorder, 
to examine this possibility. 

We speculated previously that an imbalance be- 
tween orbital and caudate neuronal activity might be 
related to the expression of some of the symptoms of 
obsessive-compulsive disorder, and we supported this 
speculation with PET data from patients with obses- 
sive-compulsive disorder examined before and after 
drug treatment (1, 2). We would like to caution read- 
ers once again, however, that cerebral glucose meta- 
bolic data do not address the causes of obsessive-com- 
pulsive disorder. All mental activity, as well as motor 
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behavior, regardless of “cause,” is mediated by the 
biochemical processes of the brain. These data merely 
provide clues to sites of abnormal cerebral activity that 
may mediate the complex mentation and behavioral 
patterns seen in obsessive-compulsive disorder. 
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Prodromal Symptoms in Panic Disorder With Agoraphobia 


Giovanni A. Fava, M.D., Silvana Grandi, M.D., and Renzo Canestrari, M.D. 





Of 20 patients suffering from panic disorder with 
agoraphobia, 18 reported experiencing agoraphobic 
avoidance, generalized anxiety, andlor hypochondria- 
cal fears and beliefs before the first panic attack. The 
brevalence of these symptoms in the patients was sig- 
nificantly higher than the prevalence in 20 healthy con- 
trol subjects. The results indicate that phobic avoid- 
ance in panic disorder with agoraphobia may not be 
secondary to the panic attacks, a finding that runs 
counter to the current DSM-ILR classification of anx- 
tety disorders. 

(Am J Psychiatry 1988; 145:1564-1567) 





ccording to Klein (1), phobic avoidance in panic 
disorder with agoraphobia is secondary to the 
panic attacks. Klein suggested that when patients, of- 
ten feeling quite well, are suddenly struck by the first 
panic attacks they develop persistent anticipatory anx- 
iety and hypochondriacal fears. These lead to avoidant 
behavior, so that agoraphobia ensues. Several studies 
support Klein’s view. Garvey and Tuason (2) noted 
that the agoraphobic symptoms-had not preceded the 
panic attacks in any of 12 patients experiencing both 
agoraphobia and panic attacks. Thyer and Himle (3) 
administered a questionnaire to 28 members of an 
agoraphobia self-help group. Twenty-two patients 
(79%) endorsed the statement “My panics caused my 
agoraphobia,” and the onset of panic attacks had pre- 
ceded the development of agoraphobic avoidance by 
an average of 9 years. In the same vein, Uhde et al. (4) 
observed that 31 of 32 patients with-agoraphobia had 
developed phobic avoidance behaviors after the onset 
of panic. Pathological degrees of generalized anxiety 
had become manifest after, rather than before, the on- 
set of panic episodes. These results were confirmed by 
a study of 55 patients suffering from agoraphobia with 
panic attacks (5) and by an investigation of the longi- 
tudinal course of panic disorder in 46 patients (6). 
In the last several years there has been some interest 
in prodromal symptoms of psychiatric disorders, even 
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though there is still little systematic study and the 
collected information is largely anecdotal. A notable 
exception concerns schizophrenia. Because of the evi- 
dence that the occurrence of severe psychotic symp- 
toms is episodic in most schizophrenic patients, Herz 
and Melville (7) developed and validated the Early 
Signs Questionnaire, a structured interview with a few 
open-2nded questions based on a number of other 
symptom rating scales and clinical experience. The au- 
thors administered this interview to 145 chronic 
schizcphrenic patients and 80 family members. Most 
patierts and family informants were aware of a pro- 
dromal period during which the patients experienced 
such symptoms as having trouble sleeping or concen- 
trating, loss of appetite, and feeling depressed (7). The 
Early Signs Questionnaire was shown to be important 
for eacly therapeutic intervention to prevent the devel- 
opment of full-blown psychotic episodes (8). 

Herz’s model for detecting prodromal symptoms in 
schizophrenia (8) largely pertains to chronic illnesses 
characterized by exacerbations and remissions and is 
not tkus readily applicable to investigating the rela- 
tionship between the onset of panic attacks and ago- 
raphovia. However, if the methodologic insights of 
prodromal symptoms research (8) are combined with 
those derived from using life events methods (9), a 
more suitable model may ensue. The onset of panic 
attacks could be regarded as the beginning of illness in 
life events research, so we carefully investigated the 6 
montts immediately preceding the first panic attack in 
patients who had panic disorder with agoraphobia. 


METHOD 


The subjects were 20 consecutive outpatients satis- 
“ying zhe DSM-III-R criteria for panic disorder with 
agoraphobia and a control group of 20 relatives of 
Aniversity employees matched for age (in decades), sex, 
marital status, social class, and educational level. The 
Datienzs’ diagnoses were established by the consensus 
of a psychiatrist and a psychologist independently us- 
-ng th2 Schedule for Affective Disorders and Schizo- 
dhrenia (10). The only associated current psychiatric 
diagncsis was generalized anxiety disorder in 14 pa- 
cients. Four patients had histories of major depressive 


` episodes but were not depressed at the time of assess- 


ment. All patients had been referred to the Psycholog- 
-cal Medicine Service of the University of Bologna 
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School of Medicine, Bologna, Italy. All patients gave 
informed consent after the procedures were explained 
to them. There were seven men and 13 women. The 
mean+SD age was 34.6+9.7 years. The mean+SD du- 
ration of illness was 3.9+4.6 years. Sixteen patients 
were married, and four were single. Thirteen patients 
belonged to the middle upper class and seven to the 
working class according to Goldthorpe and Hope’s oc- 
cupational classification (11); six patients had com- 
pleted fewer than 13 years of education, and the re- 
maining patients had had more. 

After initial diagnostic evaluations, all patients were 
treated according to a standardized behavioral proto- 
col by the same psychiatrist. Therapy was based on 
behavioral exposure homework (12). An exposure 
strategy was planned with the patient, underscoring 
the importance of regular, prolonged exposure to pho- 
bic situations and of keeping a record in a structured 
diary. Eighteen of the patients were taking benzodiaz- 
epines (lorazepam, diazepam, oxazepam, chlordi- 
azepoxide) before treatment. Such drugs were tapered 
and discontinued during treatment whenever possible. 
Imipramine and alprazolam were not used. A semi- 
structured interview for eliciting prodromal symptoms 
was performed 2 to 3 months after the initial evalua- 
tion, when the patient’s symptoms had improved and 
after at least 6 weekly therapy sessions, each lasting 50 
minutes. All of the 18 patients who were taking ben- 
zodiazepines before treatment were still taking them at 
the time of their interviews, although eight patients 
were taking lower doses. The interviews were per- 
formed by a clinical psychologist independently of 
treatment. 

The same psychologist interviewed the 20 control 
subjects, after obtaining informed consent, using the 
same instrument. The time period for which pro- 
dromal symptoms were recorded was the 6 months 
immediately before the first panic attack in the patients 
and the 6 months preceding the interview in the con- 
trol subjects. Nineteen of the 20 patients were able to 
recollect these attacks and state exactly when they hap- 
pened. The other patient was able to identify the time 
span during which the first attacks occurred. As sug- 
gested by Herz (8), significant family members, when 
available, were asked to provide additional informa- 
tion about prodromal symptoms. Twelve family mem- 
bers were interviewed, with the same method. In nine 
cases, the relatives were able to confirm the patients’ 
accounts. In three instances, there were discrepancies 
between the family members’ and patients’ reports; 
these were repeatedly inquired about until satisfactory 
agreement was reached. No relatives of the control 
subjects were interviewed. 

The semistructured interview was based on Paykel’s 
Clinical Interview for Depression (13), which has been 
found to be suitable for descriptive and classification 
studies. The full instrument consists of 36 items, rated 
on 7-point scales; each anchor point specifies a sever- 
ity, frequence, and/or quality. Eighteen items were se- 
lected for assessing prodromal symptoms. A symptom 
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was scored as positive only when a rating of at least 4 
(moderate intensity) was assigned. The questions in- 
cluded in the Clinical Interview for Depression were 
supplemented by queries about agoraphobia, social 
phobia, and blood injury phobia since the Clinical In- 
terview for Depression assesses only phobic behavior 
in general. These additional items were taken from the 
Fear Questionnaire (14), a self-rating scale for phobic 
patients that measures agoraphobia, social phobia, 
and blood injury phobia. They were incorporated into 
the interview and rated on the same 7-point scales. 
Similarly, the Clinical Interview for Depression item 
concerned with hypochondriasis was supplemented by 
questions included in some of Kellner’s Illness Attitude 
Scales (15), namely, worry about illness, hypochondri- 
acal beliefs, thanatophobia, disease phobia, and bodily 
preoccupation. Again, even though the Illness Attitude 
Scales are self-rating instruments, their questions were 
incorporated into the interview. The Clinical Interview 
for Depression has been independently validated for 
Italian clinical populations and found to discriminate 
between depressed patients and normal control sub- 
jects (16). Although only one rater was used in this 
study, a separate small (N=7) reliability study was 
conducted to compare this rater and a psychiatrist spe- 
cifically trained in detecting prodromal symptoms in 
schizophrenia and bipolar illness. The study involved 
phobic patients not included in this investigation and 
indicated satisfactory reliability. The intraclass corre- 
lation coefficient was 0.86. 

To compare the occurrence of prodromal symptoms 
in patients and control subjects, the chi-square test 
(with Yates’ correction) was used when appropriate. 
To adjust for multiple testing only results with 
p<0.001 were regarded as significant, instead of those 
below the conventional 5% level of probability. 


RESULTS 


Each of the 20 patients reported having had at least 
one prodromal symptom before the first panic attack. 
In 18 cases, there were both phobic anxiety and avoid- 
ance (see table 1). Phobic anxiety was related to ago- 
raphobia in 18 patients, to social phobia in five, and to 
blood injury phobia in two. Phobic avoidance was 
present in all of the 18 agoraphobic patients, in four of 
the five patients with social phobia, and in one of the 
two patients with blood injury phobia. Most of these 
patients avoided crowded places or were afraid of re- 
maining alone at home. In only two patients could 
clear-cut phobic anxiety and avoidance not be ascer- 
tained (table 1). Anxiety, both its psychic and somatic 
components, was also common. Hypochondriasis was 
reported by 17 patients, a striking prevalence. When 
their illness attitudes were analyzed closely, all 17 pa- 
tients were found to be worried about their health and 
their bodily feelings; nine were afraid of news that 
reminded them of death (such as funerals or obituar- 
ies) and of dying soon, eight strongly believed they had 
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PRODROMAL SYMPTOMS IN PANIC DISORDER 


TABLE 1. Prodromal Symptoms in Panic Disorder Patients and 
Healthy Control Subjects Before the First Panic Attack (Patients) 
or Interview (Control Subjects)? 





Patients 
Symptom (N=20) 


Control Subjects 
(N=20) 





Depressed mood 
Suicidal tendencies 
Depersonalization 
Obsessional symptoms 
Low energy and fatigue 
Generalized anxiety” 
Phobic anxiety“ 

Phobic avoidance® 
Somatic anxiety 
Anorexia 

Increased appetite 
Irritability 

Initial insomnia 

Middle insomnia 
Delayed insomnia 
Increased sleep 
Hysterical symptoms 
Hypochondriasis® 17 1 


Coo 


Nee 


eee 
POOCNWNKNNWaoaWUHNon 
oo eee 


= 





“Comparisons of groups made by means of chi-square analysis with 
Yates’ correction (df=1). 
®\2=13.30, p<0.001. 


3 


X?=25.66, p<0.001. 
X?=22.73, p<0.001. 


physical problems their doctors could not diagnose 
correctly, and seven had phobias of specific diseases 
(such as cancer or heart disease). Three of the 18 symp- 
toms assessed (suicidal tendencies, delayed insomnia, 
and increased sleep) were not reported by any of the 
patients (table 1). 

The same cut-off point on the assessment items 
that was used with the patients was also used with the 
control subjects. According to that criterion, symp- 
toms were reported by only a few of the control 
subjects (table 1), and there were significant differ- 
ences between the patients and control subjects in gen- 
eralized anxiety, phobic anxiety and avoidance, and 
hypochondriasis. 


DISCUSSION 


Retrospective studies on the relationship between 
agoraphobia and the onset of panic attacks have ob- 
vious inherent risks—in particular, biased or distorted 
recall. Such risks have been outlined and dealt with in 
life events research (9). Attention has been called to the 
phenomenon of “effort after meaning”: a patient may 
selectively remember events that provide an explana- 
tion for the disorder (17). Further, the more distant the 
period of recall, the more likely is the life change to be 
underestimated and the accuracy of recall to be in- 
versely proportional to the remoteness of the time pe- 
riod being recalled (18). If the patient or relatives are 
questioned about events during a crisis, they are likely 
to distort the meaning and seriousness of the events 
(19). Conversely, it has been shown (20) that after 
patients improve they tend to report only positive or 
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favorable events and to minimize the meaning of neg- 
ative events. As a result, in life events research the 
interview is delayed until the acute disturbance has 
passed (21, 22). Similarly, only outpatients functioning 
at a stable level and inpatients who have recompensa- 
ted sufficiently should be asked about prodromal 
symptoms of schizophrenia (7). The occurrence of 
panic attacks lends itself to “effort after meaning,” and 
drug treatment directed at eliminating or decreasing 
panic may reinforce this attitude. If patients are ques- 
tioned during the crisis, such biased recall may be even 
more likely and patients may disregard symptoms that 
occurred before the onset of panic. Self-rating instru- 
ments (3), lack of structured interviews (2, 4), and 
diagnostic instead of symptomatic focus (5) may fur- 
ther generate spurious results. However, careful dating 
of the onset of symptoms, rigorous symptom definition 
(both in terms of frequency and intensity) by a reliable 
and validated probe, cross-checking with relatives’ ac- 
counts, and delay of the interview until the acute dis- 
turbance has passed are likely to minimize, although 
not eliminate, distortions of recall. The fact that our 
patients were interviewed after at least six sessions of 
behavioral therapy is also important, since subtle pat- 
terns of avoidance accompanied by a degree of denial 
could also emerge, increasing the patients’ phobic 
awareness. Finally, the use of a conservative cut-off 
point in Paykel’s Clinical Interview for Depression 
(13), as derived in previous studies on depression in the 
medically ill (23—25), decreased the likelihood of false 
positive results (16). Indeed, there were significant dif- 
ferences between the patients and control subjects in 
generalized anxiety, phobic anxiety and avoidance, 
and hypochondriasis, and prodromal symptoms were 
reported by only a few of the control subjects. In a 
study in which only the presence or absence of similar 
symptoms was recorded (26), the symptom prevalence 
among normal subjects was higher than in this study. 

Roth observed that, even though the first attack of 
panic often develops abruptly, “more detailed investi- 
gation will usually reveal that the disorder has not 
emerged out of an entirely clear sky and that the com- 
plex repertoire of avoidance behaviours and helpless 
dependence on others were not entirely without pre- 
morbid antecedents” (27, p. 36). Our findings fully 
confirm Roth’s remarks. The large majority of patients 
(90%) suffered from phobic symptoms before the on- 
set of panic attacks. Anxiety and hypochondriacal 
fears and beliefs were also exceedingly common. 

Our findings are in striking contrast to those of pre- 
vious uncontrolled studies (1—6) and challenge Klein’s 
view of the prepanic patient as confident and energetic. 
They are in accordance, however, with several con- 
verging developments in agoraphobia research. First, it 
has been shown in epidemiologic surveys that some 
individuals suffer from agoraphobia without panic at- 
tacks (28) and that some normal subjects report occa- 
sional panic attacks (29). Second, agoraphobic pa- 
tients have been found to differ from normal control 
subjects (and patients with other disturbances) in trait 
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anxiety, emotional dependence on others, patterns of 
life development, and scores on measures of neuroti- 
cism and intraversion (27). Finally, there is growing 
recognition of cognitive factors (catastrophic misinter- 
pretations of certain bodily sensations) that may lead 
or contribute to panic attacks (30). The cluster of 
symptoms (anxiety, phobias, hypochondriasis) that we 
found characterized our patient sample before the oc- 
currence of panic attacks indicates an anxious cogni- 
tive style that may result in exaggerated appraisal of 
panic attacks. Hypochondriacal fears and beliefs, in 
particular, may predispose patients to suffer more 
severe consequences of panic attacks in terms of 
mobility, generalized anxiety, and illness attitudes. 
Obviously, the experience of panic may increase the 
prodromal symptoms or initiate new forms of psycho- 
logical distress. Not surprisingly, hypochondriacal 
fears and beliefs and anxiety sensitivity were found to 
improve after behavioral (31, 32) or drug (33) treat- 
ment of agoraphobia with panic attacks. The results of 
this preliminary investigation support Marks’s view 
(34) on the primacy of agoraphobic symptoms with 
respect to panic attacks and run counter to the current 
DSM-III-R classification of agoraphobia with panic 
attacks. 


REFERENCES 


1. Klein DF: Anxiety reconceptualized, in Anxiety: New Research 
and Changing Concepts. Edited by Klein DF, Rabkin J. New 
York, Raven Press, 1981 

2. Garvey MJ, Tuason VB: The relationship of panic disorder to 
agoraphobia. Compr Psychiatry 1984; 25:529-531 

3. Thyer BA, Himle J: Temporal relationship between panic attack 
onset and phobic avoidance in agoraphobia. Behav Res Ther 
1985; 23:607—608 

4. Uhde TW, Boulenger JP, Roy-Byrne PP, et al: Longitudinal 
course of panic disorder. Prog Neuropsychopharmacol Biol Psy- 
chiatry 1985; 9:39-51 

5. Breier A, Charney DS, Heninger GR: Agoraphobia with panic 
attacks. Arch Gen Psychiatry 1986; 43:1029-1036 

6. Aronson TA, Logue CM: On the longitudinal course of panic 
disorder. Compr Psychiatry 1987; 28:344-355 

7. Herz MI, Melville C: Relapse in schizophrenia. Am J Psychiatry 
1980; 137:801-805 

8. Herz MI: Toward an integrated approach to the treatment of 
schizophrenia. Psychother Psychosom 1986; 46:45—57 

9. Paykel ES: Methodology of life events research, in Research 
Paradigms in Psychosomatic Medicine. Edited by Fava GA, 
Wise TN. Basel, S Karger, 1987 

10. Endicott J, Spitzer RL: A diagnostic interview: the Schedule for 
Affective Disorders and Schizophrenia. Arch Gen Psychiatry 


Am J Psychiatry 145:12, December 1988 


1978; 35:837-844 


. Goldthorpe JH, Hope K: The Social Grading of Occupations. 


Oxford, Oxford University Press, 1974 


. Marks I: Behavioral and drug treatments of phobic and obses- 


sive-compulsive disorders. Psychother Psychosom 1986; 46:35— 
44 


. Paykel ES: The Clinical Interview for Depression. J Affective 


Disord 1985; 9:85-96 


. Marks IM, Mathews AM: Brief standard self-rating for phobic 


patients. Behav Res Ther 1979; 17:263-267 


. Kellner R: Somatization and Hypochondriasis. New York, 


Praeger, 1986, pp 319-324 


. Fava GA, Kellner R, Lisansky J, et al: Rating depression in 


normals and depressives. J Affective Disord 1986; 11:29-33 


. Brown GW, Sklair F, Harris TO, et al: Life events and psychi- 


atric disorder: part 1. Psychol Med 1973; 3:74-87 


. Hurst MW: Life changes and psychiatric symptom develop- 


ment, in Stress and Mental Disorder Edited by Barrett JE. New 
York, Raven Press, 1979 


. Kaplan HB: Self-derogation and adjustment to recent life expe- 


riences. Arch Gen Psychiatry 1970; 22:324—331. 


. Lipman RS, Hammer HM, Bernardes JF, et al: Patient report of 


significant life situation events. Dis Nerv Syst 1965; 26:586— 
590 


. Paykel ES, Myers JK, Dienelt MN, et al: Life events and depres- 


sion. Arch Gen Psychiatry 1969; 21:753—760 


. Fava GA, Munari F, Pavan L, et al: Life events and depression: 


a replication. J Affective Disord 1981; 3:159-165 


. Fava GA, Trombini G, Grandi S, et al: Depression and anxiety 


associated with secondary amenorrhea. Psychosomatics 1984; 
25:905—908 


. Fava GA, Trombini G, Barbara L, et al: Depression and gastro- 


intestinal illness. Am J Gastroenterol 1985; 80:195-199 


. Grandi S, Fava GA, Cunsolo A, et al; Major depression associ- 


ated with mastectomy. Med Sci Res 1987; 15:901-902 


. Fava GA, Kellner R, Munari F, et al: The Hamilton depression 


rating scale in normals and depressives. Acta Psychiatr Scand 
1982; 66:26-32 


. Roth M: Agoraphobia, panic disorder and generalized anxiety 


disorder. Psychiatr Dev 1984; 2:31-52 


. Weissman MM, Merikangas KR: The epidemiology of anxiety 


and panic disorders. J Clin Psychiatry 1986; 47 (June suppl): 
11-17 


29. Norton GR, Harrison B, Hauch J, et al: Characteristics of peo- 


ple with infrequent panic attacks. J Abnorm Psychol 1985; 94: 
215-221 


. Clark DM: A cognitive approach to panic. Behav Res Ther 


1986; 24:461-470 


. Fava GA, Kellner R, Zielezny M, et al: Hypochondriacal fears 


and beliefs in agoraphobia. J Affective Disord 1988; 14:239- 
244 


. McNally RJ, Lorenz M: Anxiety sensitivity in agoraphobics. J 


Behav Ther Exp Psychiatry 1987; 18:3-11 


. Noyes R, Reich J, Clancy J, et al: Reduction in hypochondriasis 


with treatment of panic disorder. Br J Psychiatry 1986; 149: 
631-635 


. Marks IM: Fears, Phobias, and Rituals. New York, Oxford 


University Press, 1987 


1567 


Physical Assaults in a Psychiatric Unit 
of a General Hospital 


J. Guy Edwards, M.B., B.Ch., F.R.C.Psych., Dilys Jones, B.M., M.R.C.Psych., 
William H. Reid, MD. , M.P.H., and Chung-Chou Chu, M.D. 





The authors collected data concerning assaults, as- 
saultive patients, and victims in a psychiatric unit dur- 
ing a 12-month period and compared them with data 
from a control group of patients. Thirty-seven assaults 
by 25 patients were recorded. Fourteen of the victims 
were patients and 23 were members of staff. The as- 
Saultive group contained a significantly higher propor- 
tion of schizophrenic patients than did the control 
group and significantly larger numbers of patients 
from lower socioeconomic classes, patients admitted 
involuntarily under a section of the Mental Health Act, 
and patients with a history of assaults. 

(Am J Psychiatry 1988; 145:1568-1571) 


recent survey of National Health Service staff in 

Britain (1) showed that as many as 26.8% of staff 
in psychiatric facilities suffered minor injuries as 4 re- 
sult of assaults by patients, while 1.6% sustained in- 
juries requiring medical assistance. Exaniples of the 
more serious attacks have received attention in the 
press in Britain, as they have in the United States. Such 
incidents are of concern because of the adverse effects 
they have on the safety of patients and staff and on the 
morale and smooth running of the facilities in which 
they occur. Assaults, especially those of a more serious 
kind, also add to the cost of our underfinanced service 
because of the treatment required, absence from work, 
and the clinical and administrative time spent in inves- 
tigating the incidents. 

There have been a number of previous surveys of 
assaults in psychiatric facilities (e.g., reference 2). 
However, the results of many of these must be inter- 
preted with caution because the definition of “assault” 
and the extent to which incidents were identified and 
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recorded were often unclear and because few studies 
were controlled. . 

In our study we aimed at determining the prevalence 
and severity of assaults in a busy psychiatric unit in a 
general hospital through use of a strict (if restricted) 
definition of assault, ratings of severity, and careful 
monitoring of the various facilities within the unit. We 
also attempted to investigate the characteristics of the 
assaultive patients and their victims, comparing the 
former with a control group of patients. | 


METHOD 


The depattment of psychiatry at the Royal South 
Hants Hospital provides a service for Southampton 
and neighboring areas of South West Hampshire with 
a total population of 300,000 inhabitants. It comprises 
three acute admission wards, each with 25 beds, and a 
rehabilitation/medium- -stay ward with 20 beds. Only 
adults with mental illness are admitted; children, ado- 
lescents, and the elderly are treated elsewhere. One of 
the admission wards was closed for structural alter- 
ations from May to June of the year in which the study 
was carried out. During that time patients were treated 
in a neighboring hospital; those patients were exchided 
from the study. The department of psychiatry also has 
a day hospital and outpatient, occupational therapy, 
and social services departments. 

All assaults occurring on the wards or in any other 
part of the hospital from Nov. 1, 1982, to Oct. 31, 
1983, were studied. One of us (DJ) ) contacted each 
ward at least three times a week, and the nursing staff 
and a nursing officer were asked to notify D.J. of any 
incident, however trivial, that took place at other 
times. Assaultive patients, their victims, and any wit- 
nesses were interviewed within a day ‘of the assault 
through use of a structured schedule that sought infor- 
mation concerning those involved, the circumstances 
leading up to the assault, the assault itself, and its se- 
quelae. The Eysenck Personality Inventory (3) and the 
Buss-Durkee hostility inventory (4) were adininistered 
to both assaultive patients and to victims. Identical 
data were recorded for patients of the same sex who 
were matched in age as closely as possible to the as- 
saultive patients; the former were selected at the time 
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of the assault and were from the ward where the inci- 
dent occurred. The patients gave their informed con- 
sent to participate in the study, which had received 
approval from the local ethical committee. 

For the purpose of the study, an assault was defined 
as any physical contact with hostile intent between 
patient and victim, whether a fellow patient, member 
of staff, or visitor, and regardless of whether the as- 
saultive patient had any particular victim in mind. The 
severity of the assault was rated on an 8-point scale 
ranging from no physical injury through various de- 
grees of injury to death. 

The characteristics of the assaultive and control pa- 
tients were compared by using the chi-square test, to- 
gether with the Fisher’s exact test where appropriate. 
Yates’ correction was used in the calculation of the 
chi-square statistics for all 2x2 tables. The scores on 
the Eysenck Personality Inventory and the hostility in- 
ventory were compared by using the Kruskal-Wallis 
nonparametric analysis of variance. 


RESULTS 


During the study period 37 incidents of assault in- 
volving 25 patients were recorded. All of these except 
one (an outpatient) were inpatients. During 1983, 644 
patients (333 men, 311 women) were admitted to the 
department of psychiatry. The total number of admis- 
sions, including readmissions, was 890 (459 men, 431 
women). The prevalence of assaults was therefore one 
in 17 patients and one in 24 admissions. The preva- 
lence can also be expressed as 0.39 assaults/bed/year. 

Assaults took place in various parts of the ward, 
including interview rooms and nursing offices, the oc- 
cupational therapy department, and the dining room. 
They occurred at most times of the day but primarily 
in the mornings. Five to seven assaults occurred on 
each of the days from Tuesday to Sunday, but only one 
occurred on a Monday. Incidents were recorded each 
month but June (one of the months when a ward was 
closed), with a maximum of seven occurring in Sep- 
tember. There was no obvious relationship between 
the occurrence of assaults and the atmospheric tem- 
perature in the unit, which is kept fairly constant. 

Seven of the assaults occurred when no other per- 
sons were present. Nine incidents were said to be un- 
provoked, while there was mild (e.g., verbal) provoca- 
tion in 18 incidents and moderate (e.g., strong verbal) 
provocation in 10. No assault was recorded as being 
precipitated by severe (e.g., physical) provocation. 

Most incidents (N=22) involved only slight contact 
between assaultive patient and victim and led to no 
injury. Fifteen victims sustained mild bruising, but 
there were no lacerations, loss of consciousness, or 
permanent damage. No member of the staff was laid 
off work because of injury. Although injuries were 
slight, patients and younger members of the staff were 
frightened by the assaults. They felt they had little sup- 
port from others in recovering from their upset and 
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welcomed the opportunity to ventilate their feelings to 
one of us (D.J.). Some of the older and more experi- 
enced staff thought that minor assaults were “just part 
of the job.” 

Some degree of physical restraint or seclusion (with 
or without drugs) was exercised after 24 incidents. 
Psychotropic drugs (given in addition to those already 
being received) were administered in only three cases. 
Two patients were deprived of some of their privileges 
as part of behavioral treatment. One patient was re- 
ported to the police. Seven of the incidents were not 
followed by any change in treatment. 

Fourteen of the assaults were on patients, and the 
other 23 were on members of staff—10 nurses, five 
assistant nurses, one consultant psychiatrist, three 
trainee psychiatrists, and four members of the clerical 
staff. There were no assaults on other members of the 
staff, such as social workers, or on visitors. Thirteen of 
the victims were men and 24 were women. One male 
and one female victim were black British; one man and 
three women were white immigrants. The ages and 
physical builds of the victims were similar to those of 
the patients who assaulted them. Eight of the patient 
victims had schizophrenia, one mania, four depressive 
illness, and one ‘‘puerperal psychosis.” 

All of the assaults were committed by patients. Some 
of their characteristics, together with those of the con- 
trol patients, are shown in table 1. Thirteen of the 
assaultive patients were men and 12 were women. One 
of the women assaulted four subjects, one five, and one 
six. Each of the other patients was responsible for a 
single assault. All of the assaultive patients were Cau- 
casian and had been born in Britain. 

There were no significant differences between as- 
saultive and control patients in age (45 or less versus 
more than 45 years), marital status, education (num- 
ber of years in school or college), body build (slight, 
medium, large), number of previous admissions (none, 
one to two, more than two), history of arrests, or pre- 
vious self-destructive behavior. There were, however, 
in the assaultive group, significantly more patients in 
the Registrar General’s social classes IV and V, pa- 
tients admitted involuntarily under the Mental Health 
Act (p=0.05, Fisher’s exact test, two-tailed), and pa- 
tients with a history of assault (p=0.02, Fisher’s exact 
test, two-tailed) (see table 1). There was also a signif- 
icantly higher proportion of schizophrenic patients in 
the assaultive group (see table 1). 

Six assaultive patients refused to complete both in- 
ventories, while one was incapable of doing so because 
of her disturbed mental state. Even more victims 
(N= 17 in the case of the Eysenck inventory, N=14 in 
the case of the hostility inventory), but a similar num- 
ber of control subjects (N=5) refused to complete the 
inventories. For these reasons the results are of limited 
value, but the Kruskal-Wallis analysis, carried out on 
the scores of those who completed the inventories, did 
not reveal any significant differences between the three 
groups in the extraversion, neuroticism, or lie scores of 
the Eysenck inventory or in the individual items (as- 
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PHYSICAL ASSAULTS IN A PSYCHIATRIC UNIT 


TABLE 1. Characteristics of Assaultive and Matched Nonassaultive Psychiatric Inpatients 





Assaultive Patients 


Nonassaultive Patients 














Men Women Total Men Women Total 
(N=13) (N=12) (N=25) (N=13) (N=12) (N=25) Significance 
Characteristic N % N % N % N % N %, N % 2" df p 
Age (years) 0.89 1 0.65 
=45 11 85 9 75 20 80 VA 54 9 75 16 64 
>45 2 15 3 25 5 20 6 46 3 25 9 36 
Marital status 4.73 3 0.19 
Single 11 85 6 50 17 68 8 62 4 33 12 48 
Married 1 8 1 8 2 8 3 23 4 33 T 28 
Separated 0 0 1 8 1 4 0 0 0 0 0 0 
Divorced 1 8 4 33 5 20 2 15 4 33 6 24 
Widowed 0 0 0 0 0 0 0 0 0 0 0 0 
Social class 11.69 2 0.003 
I, II 1 8 0 0 1 4 5 38 5 42 10 40 
Ill 0 0 2 17 2 8 1 8 3 25 4 16 
IV, V 12 92 10 83 22 88 7 54 4 33 11 44 
Education (years)? 0.65 3 0.88 
<9 2 19 2 17 4 16 1 8 2 17 12 
9-11 6 46 6 50 12 48 7 54 5 42 12. 48 
>11 4 31 1 8 5 20 1 8 3 25 4 16 
Legal status 3.72 1 0.05 
Informal 9 69 9 75 18 72 13 100 11 92 24 96 
Committed 4 31 3 25 7 28 0 0 1 8 1 4 
Diagnosis© 7.88 0.05 
Schizophrenia 10 77 7 58 17 68 5 38 4 33 9 36 4.93 1 0.02 
Mania 2 15 3 25 5 20 2 15 4 33 6 24 
Depression 0 0 1 8 1 4 1 8 3 25 4 16 
Other 1 8 1 8 2 8 5 38 3 25 8 32 
History of assault 5.70 1 0.02 
Yes 7 54 6 50 13 52 3 23 1 8 16 
No 6 46 6 50 12 48 10 77 11 92 21 84 








“With Yates’ correction. 
Data were not available for all subjects. 
“Some patients received more than one diagnosis. 


sault, indirect hostility, irritability, negativism, resent- 
ment, suspicion, verbal hostility, guilt) or total scores 
of the Buss-Durkee inventory. 


DISCUSSION 


During recent years we have investigated assaults 
occurring in 28 psychiatric and nonpsychiatric units in 
14 North American hospitals. The rate of 0.39 as- 
saults/bed/year in Southampton is only 28.7% of the 
mean for these units (1.36 assaults/bed/year) and is 
only just greater than that which occurs in the Amer- 
ican nonpsychiatric units (0.28 assaults/bed/year; 
W.H. Reid et al., unpublished data). This relatively 
low rate of assault in Britain is in keeping with the 
widely held, although unproven, view that violence in 
general is more widespread in the United States than in 
Britain (5). Although none of the assaults led to severe 
injury, their occurrence is a continual reminder of the 
risk of danger; even trivial assaults were frightening 
and distressing experiences for many of the victims and 
witnesses. 

We found that assaults occurred in various parts of 
the unit and at most times of the day, although most 
took place during the mornings; that is, at a time when 
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activities are less structured than usual. This finding is 
in keeping with the earlier observations of Ekblom (6) 
and Fottrell (7). However, lack of structure is only one 
of many variables; five (14%) assaults occurred in the 
occupational therapy department, where activity is 
well organized. For some inexplicable reason there 
were fewer assaults on Mondays than on other days; 
however, this finding may not be significant due to the 
small number of assaults that occurred on any one 
particular day. There was no obvious relationship be- 
tween the occurrence of the assaults and either season 
or atmospheric temperature, but here, too, the num- 
bers may have been too small for meaningful compar- 
isons. [t was thought that there was an element of 
provocation in the majority of incidents. 

There were approximately equal numbers of men 
and women in the group of assaultive patients; this 
finding is in keeping with our American experience 
(W.H. Reid et al., unpublished data). Some previous 
research (7) has suggested that violent assaults are 
committed more often by women than by men, but 
other studies (8, 9) have suggested the opposite. The 
three patients who committed assaults on more than 
one occasion and were responsible for a total of 15 
incidents were young schizophrenic women, but there 
was no significant difference between the ages of the 
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assaultive patients and those of the control subjects. 
This was also the case in our American survey and in 
the study of Rossi et al. (9), although Fottrell (7) and 
Pearson et al. (8) found that younger patients were 
more prone to carry out violent acts than were older 
subjects. 

The higher proportion of schizophrenic patients in 
the assaultive group than in the control group is con- 
sistent with the results of previous research (2, 9~11). 
It has been suggested that there is a higher rate of 
assault among schizophrenic patients because these pa- 
tients remain in the hospital longer than do other pa- 
tients (7); however, in our study there was no signifi- 
cant difference between the length of stay of assaultive 
and control patients. 

Previous research (2) has indicated that, in general, 
patients with personality disorders, alcoholism, and 
drug abuse are more prone to assaultive behavior. In 
the present study only one assaultive patient had a 
personality disorder, and none was an alcoholic or 
drug addict. This could be due to the fact that patients 
with a propensity for violence are not readily admitted, 
and those who are admitted are hastily discharged if 
they show aggressive behavior; this view was previ- 
ously expressed by Fottrell (7). 

We found within the assaultive group significantly 
more patients in social classes IV and V, patients ad- 
mitted involuntarily under the Mental Health Act, and 
patients with a history of assaults, although these char- 
acteristics and a diagnosis of schizophrenia are not 
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independent variables. Previous research has also 
shown associations with lower sccial class (2), invol- 
untary treatment (9—11), and previous violence (2), the 
last of these also being one of the most conspicuous 
findings in our North American work. 
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The Utility of Electromyographic Biofeedback 
in the Treatment of Conversion Paralysis 


David A. Fishbain, M.Sc., M.D., Myron Goldberg, Ph.D., Tarek M. Khalil, Ph.D., P.E., 
Shihab S. Asfour, Ph.D., Elsayed Abdel-Moty, B.Sc., M.S., B. Robert Meagher, Ph.D., 
Ramon Santana, M.D., Renee Steele Rosomoff, B.S.N., M.B.A., C.R.C., C.LR.S., C.R.R.N., 
and Hubert L. Rosomoff, M.D., D.Med.Sc. 


Conversion paralysis has a poor prognosis when 
there is evidence of nonresponse to previous treatment, 
long duration, and secondary atrophy of the “para- 
lyzed” muscles. The authors present four such cases in 
which conversion paralysis was treated successfully by 
means of electromyographic (EMG) biofeedback. 
Each of the four patients also suffered from a chronic 
pain condition. Results from statistical analyses indi- 
cated that the four patients demonstrated significant 
improvement in the functional capacity of the “para- 
lyzed” muscles as measured by isometric maximum 
voluntary contraction and EMG activity. The im- 
provements occurred without explicit psychotherapy 
and suggest that behavioral modification techniques 
alone may be helpful in such cases. 

(Am J Psychiatry 1988; 145:1572-1575) 


onversion disorder is defined in DSM-III-R as a 

disturbance in physical functioning that suggests 
physical disease but is apparently an expression of psy- 
chological conflict or need. Classic conversion symp- 
toms are paralysis, aphonia, blindness, and seizures. 
The prognosis for conversion symptoms varies widely; 
some studies (1—3) indicate a relatively good outcome, 
and others (4, 5) report a poor outcome. The prognosis 
in conversion paralysis has been inadequately studied 
but appears to be worse than for conversion in general 
4,3), 

The literature on the treatment of conversion paral- 
ysis consists of a few reports of cases in which the 
following treatment regimens were used: 1) hypnosis, 
with direct or indirect suggestion (1), 2) combination 
of faradic stimulation, electrosleep, methylampheta- 
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mine, and intravenous barbiturate (2), 3) various be- 
havior modification techniques (6—9), and 4) bioelec- 
trical programmed movement control (10). Some 
authors no longer believe that psychotherapy promises 
a cure (11). Behavior modification techniques have 
been the most successful but fail when the conversion 
paralysis is longstanding (7, 8, 11-16) or when it is 
associated with contractures (12, 13) and/or disuse at- 
rophy (11, 12). 

During a 6-year period we saw 1,800 patients with 
mixed chronic pain and identified four who had con- 
version paralysis (0.22%). These patients are described 
in this paper. They were difficult to treat because the 
conversion paralysis was longstanding and had not 
previously been treated, indicating a poor prognosis 
(17). The conversion paralysis was associated with 
chronic pain secondary to a myofascial syndrome (18). 
Two patients manifested additional psychiatric prob- 
lems, all patients displayed disuse atrophy, and each of 
the patients was convinced that one leg or part of a leg 
was paralyzed. In successfully treating these patients, 
we used a novel electromyographic (EMG) biofeed- 
back technique, which has not previously been de- 
scribed to our knowledge. It served two major pur- 
poses: 1) to eliminate the belief that the affected muscle 
was paralyzed and 2) to improve the strength of the 
affected muscle. 


METHOD 


EMG biofeedback training was provided with a Cy- 
borg 21 Biolab machine. This apparatus permits a tele- 
vision display of EMG activity. The feedback was cal- 
ibrated so that any small change in voluntary motor 
neuron unit recruitment translated into apparent 
changes in the visual display. To eliminate the belief 
that the extremity was paralyzed, the patients were 
told that 1) all tests indicated both the muscles and 
nerves in their affected legs were undamaged and func- 
tioning normally, 2) their brains had lost the ability to 
communicate with these nerves, thereby losing the 
ability to control the muscles in their legs, 3) this abil- 
ity was recoverable, 4) EMG biofeedback would dem- 
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onstrate this ability, which was currently reduced, and 
5) biofeedback would be used to teach them to in- 
crease this ability back to normal. In the first session 
the nonparalyzed counterpart muscle in the normal leg 
was used to demonstrate how voluntary muscle con- 
traction translates into movements on the graph. In the 
next session, electrodes were placed on the “para- 
lyzed” muscle, and the patient was asked to try to 
contract this muscle just like the normal one. This usu- 
ally generated a noticeable but small elevation on the 
graph. This elevation, underscored by the therapist, 
indicated to the patient that although the leg did not 
move, there was voluntary contraction of the “para- 
lyzed” muscle. The therapist then explained the con- 
cept of voluntary recruitment and how biofeedback 
would be used to increase this ability to contract the 

“paralyzed” muscle. All biofeedback was conducted 
- while the patient was seated and the leg was flexed 90° 
at the knee. A performance goal was set in each session 
to shape the patient’s responses so that there were 
gradual increases in voluntary motor unit recruitment, 
The first trial of each session was used for measure- 
ment of progress without feedback, while thereafter in 
the session feedback was provided. Patients 1, 3, and 4 
received EMG biofeedback training for their right quad- 
riceps. Patient 1 received 70 sessions over 3.5 months, 
patient 3 received 40 sessions over 1 month, and pa- 
tient 4 received seven sessions over 2 weeks. Patients 1, 
2, 3, and 4 each received treatment for the right ti- 
bialis: 20 sessions over 1.5 months, 30 sessions over 2 
weeks, 20 sessions over 2 weeks, and seven sessions 
over 2 weeks, respectively. Patient 1’s right quadriceps 
was treated first; his right tibialis anterior was treated 
18 months later during a second hospitalization. 


CASE REPORTS 


Case 1. Mr. A, a 41-year-old white man, had had a par- 
alyzed right leg for 3.5 years. This conversion paralysis had 
developed after an injury caused by lifting, which had pro- 
duced chronic pain. The positive physical findings at admis- 
sion included use of assisting devices for walking, atrophy, 
foot drop, positive Hoover’s sign, trigger points (18), and 
nondermatomic sensory abnormality (19). The results of 
EMG and nerve conduction studies were normal. The neu- 
rosurgical diagnosis.was myofascial pain syndrome (18). Mr 
A believed that his leg was paralyzed. A possible psychody- 
namic reason for the corivetsion paralysis was found and 
treated in supportive psychotherapy, but Mr. A had other 
psychiatric problems, which complicated treatment: depres- 
sion, posttraumatic stress disorder, resolved alcohol abuse, 
impulse control disorder, and personality disorder. Treat- 
ment did not include psychotropic drugs. When he was dis- 
charged after his second hospitalization he was not using 
assisting devices and could tolerate 1 mile of walking, 1 hour 
of standing, unlimited stair climbing, and unlimited clutch 
pressing. There was no return of the conversion paralysis in 
4 years of follow-up. 


Case 2. Ms. B, a 60-year-old white woman, had had a 
paralyzed right ankle and foot for 6 years. This conversion 
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paralysis had developed after a fall that produced chronic 
pain, for which Ms. B had had one laminectomy/diskectomy. 
The positive physical findings at admission included use of 
assisting devices, atrophy, foot drop, and trigger points (18). 
The results of EMG and nerve conduction studies were nor- 
mal. The neurosurgical diagnosis was myofascial pain syn- 
drome (18). Ms. B believed that her leg was paralyzed, but 
no psychodynamic reason for the canversion paralysis was 
found. Ms. B had no other psychiatric problems, and no 
psychotropic drugs were used in treatment. When she was 
discharged she did not require assisting devices and could 
tolerate 1 mile of walking, 1 hour of standing, 90 stair steps, 
and 250 clutch presses. There had been no return of the 
conversion paralysis by the 6-month follow-up visit. 


Case 3. Mt. C, a 47-year-old white man, had had a par- 
alyzed right leg for 4 years. It had developed after a fall that 
had produced chronic pain, for which Mr. C had had three 
laminectomies/diskectomies. The positive physical findings 
at admission included use of assisting devices, atrophy, foot 
drop, Hoover’s sign, a nondermatomnic sensory abnormality 
(19), and trigger points (18). The results of EMG and nerve | 
conduction studies were normal. The neurosurgical diagno- 
sis was myofascial pain syndrome (18). Mr. C believed that 
the leg was paralyzed, but no psychodynamic reason was 
found. Mr. C had other psychiatric problems complicating 
treatment: depression, anxiety, and analgesic drug depen- 
dence. However, no psychotropic drugs were used in treat- 
ment. When he was discharged he no longer needed assisting 
devices and could tolerate 1 mile of walking, 1 hour of stand- 
ing, 90 stair steps, and 138 clutch presses. There had been no 
return of the conversion paralysis at 4-month follow-up. 


Case 4. Mr. D, a 77-year-old white man, had had a par- 
alyzed right leg for 13 years. Its onset followed the develop- 
ment of chronic pain (not related to an injury), for which Mr. 
D had received two laminectomies/diskectomies. The physi- 
cal findings at admission included atrophy, foot drop, Hoo- 
ver’s sign, nondermatomic sensory abnormality (19), and 
trigger points (18). The results of EMG and nerve conduc- 
tion studies were normal. The neurosurgical diagnosis was 
myofascial pain syndrome (18). Mr. D believed that his leg 
was paralyzed, but the psychodynamic reason for the paral- 
ysis was not found, Mr. D was alsa depressed, but no psy- 
chotropic drugs were used. When he was discharged he re- 
quired no assisting devices and could tolerate 1 miile of 
walking, 1 hour of standing, 200 stzir steps, and 200 clutch 
presses. There had been no return of the conversion paralysis 
at the 9-month follow-up. 


RESULTS 


The results of the EMG bioeedback' training for 
each of the four patients are shown in table 1. Clearly, 
each patient demonstrated an apparent increase in the 
strength of the paralyzed muscles, according to isomet- 
ric maximum voluntary contraction and EMG. To test 
the statistical significance of the observed improve- 
ment, paired t tests were used to compare the pre- and 
posttreatment values. Separate analyses were per- 
formed for each muscle group, as well as for the com- 
bined data from both muscle groups. The results from 
these analyses are summarized in table 1. They indicate 
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ELECTROMYOGRAPHY IN CONVERSION PARALYSIS 


TABLE 1. Strength of “Paralyzed” Muscles Before and After Elec- 
tromyographic (EMG) Biofeedback Treatment in Four Patients 
With Conversion Paralysis 





EMG on Isomet- 








Isometric ric Maximum 
Maximum Voluntary 
Voluntary Contraction 
Contraction (Ib) (V sec) 
Patient and Muscle Before After Before After 
Patient 1 (Mr. A)* 
Right quadriceps 0 199° 208.7? — 385.7% 
Right tibialis anterior 0 80° 86.8" 207.0° 
Patient 2 (Ms. B)* 
Right tibialis anterior 6 16 118.7 200.0 
Patient 3 (Mr. C)* 
Right quadriceps 41 99 78.7 123.8 
Right tibialis anterior 5 40 95.7 198.2 
Patient 4 (Mr. D)* 
Right quadriceps 10 54 53.0 229.0 
Right tibialis anterior 3 29 90.0 309.0 
Total group 
Tibialis anterior 
Mean 3.44 41.39 97.6  228.6° 
SD 27 27.6 14.1 53.8 
Quadriceps 
Mean 16.8 117.3 113.5 246.2 
SD 21.5 74.2 83.5 131.8 
Tibialis anterior and 
quadriceps com- 
bined ; 
Mean 9.3° 73.9 104.58 236.28 
SD 14.4 62.2 50.0 85.6 





“Pre- and posttreatment EMG values are averages of the values for 
the first trials of the first four sessions and last four sessions, re- 
spectively. 

Second hospitalization. 

“Pre- and posttreatment EMG values are averages of the values for 
the first trials of the first three sessions and last three sessions, 
respectively. 

“t=2.53, df=3, p<0.05. 

*t=4.31, df=3, p<0.05. 

ft=2.70, df=6, p<0.05. 

®=5.67, df=6, p<0.01. 


that the increases in group mean strength and EMG 
activity for the tibialis anterior were statistically sig- 
nificant. However, despite the relatively large differ- 
ences between the pre- and posttreatment mean values 
for the quadriceps, the observed improvements in 
group mean strength and EMG activity for that muscle 
were not found to be statistically significant. The sam- 
ple sizes for each muscle group were very small and 
therefore increased the likelihood of a type II error. It 
is likely that the failure to find statistically significant 
improvement in quadriceps activity is attributable to 
low sample size. Results from the analyses on the com- 
bined data from both muscle groups indicate signifi- 
cant increases in both isometric maximum voluntary 
contraction and EMG activity. In combining the data 
for these analyses, the tibialis anterior and quadriceps 
were assumed to be independent treatment entities. 
Given this assumption, the number of muscles treated, 
not the number of subjects, constituted the sample size. 
As such, the sample size in each paired t test analysis of 
the combined data became seven (four tibialis anterior 
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values and three quadriceps values) and allowed for six 
degrees of freedom. We believe that future studies us- 
ing larger samples will demonstrate unequivocal, sta- 
tistically significant improvement regardless of muscle 
group. 


DISCUSSION 


Although on the basis of our clinical observations 
we believe that EMG biofeedback training was respon- 
sible for most of the functional improvement seen in 
these patients, we cannot state this with certainty. 
Each patient received a treatment package that, in ad- 
dition to EMG biofeedback, included physical therapy, 
occupational therapy, behavior modification for pain 
(20), vocational counseling, and functional electrical 
stimulation (21). To separate the effects of these dif- 
ferent treatments from that of the EMG biofeedback, 
one would either have to use control groups or a case- 
control approach (baseline with nonintervention or a 
baseline with an alternative treatment) (22). Because 
these designs were not used, it is impossible to separate 
the effects of the other treatment regimens from the 
effect of the EMG biofeedback training. However, 
other centers (2, 8, 11—14, 16) have used these other 
treatment regimens for conversion paralysis without 
this additional approach and have failed. From an- 
other standpoint, the combination of EMG biofeed- 
back training and physical therapy has been demon- 
strated to be superior to physical therapy alone in 
treating poststroke foot drop (23). It is therefore pos- 
sible that EMG biofeedback training had an additional 
positive effect over and above that of the other treat- 
ment regimens. Other treatments, such as physical 
therapy, may be necessary for the successful treatment 
of conversion paralysis but may not be sufficient by 
themselves. The same argument could be made for 
EMG biofeedback training as a treatment by itself. The 
data from the cases presented here suggest new direc- 
tions for treatment and research. 

In only one case were the psychodynamics of the 
conversion paralysis possibly understood and ad- 
dressed in psychotherapy. Three patients received no 
psychotherapy for the conversion paralysis but never- 
theless gave up the conversion paralysis and during 
extensive follow-up have demonstrated no symptom 
substitution (9). These observations indicate that psy- 
chotherapy may be useful in the treatment of conver- 
sion paralysis when psychodynamic issues appear to 
play a role but may not be needed when psychodynam- 
ic reasons for the conversion paralysis are not promi- 
nent and that patients with conversion paralysis may 
be treated with behavior modification techniques with- 
out addressing psychodynamic issues. However, again, 
either conclusion is premature without suitable control 
groups. 

The issue of perceived pain may be extremely im- 
portant to conversion paralysis. The few case reports 
on conversion paralysis indicate that the great majority 
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of patients with conversion paralysis have associated 
chronic pain either in the low back or in the paralyzed 
extremity (6—8; 9, case 3; 12, cases 13 and 16; 13—16; 
24). This raises an interesting research question: Do 
patient populations other than chronic pain patients 
have as great a prevalence of conversion paralysis, and 
is perceived pain in the affected extremity a prerequi- 
site for conversion paralysis in that extremity? Such a 
finding would not be surprising, as many studies have 
shown that conversion symptoms are frequently found 
in association with other medical conditions (13). As 
noted with our patients, all of the patients with con- 
version paralysis who have been described in the liter- 
ature had chronic pain; about 75% had developed the 
pain after physical injuries, and about 75% had been 
operated on for this pain. Interestingly, the previous 
literature indicates that in the treatment of conversion 
paralysis associated with pain, the pain is usually ig- 
nored and the behavior modification regimens focus 


on movement of the paralyzed extremity. Some of . 
these patients improved in response to the behavior ' 


modification and were reported as having improved (6, 


8, 14, 24). However, closer examination reveals that ` 


these “improved” patients requested Social Security 


disability insurance (8), regressed and went to a pain , 


unit for treatment of their pain (14), or regressed to 
walking with assisting devices (24). It may therefore be 
advantageous to subject patients with conversion pa- 
ralysis associated with perceived pain to a treatment 
regimen geared toward the relief of chronic pain plus 
behavior modification for this problem (20) in addi- 
tion to behavior modification for the conversion pa- 
ralysis. This combined approach may be the reason 


our patients achieved success in treatment and main- ' 


tenance of success at follow-up without symptom 


substitution. In addition, it is important to note that ' 


conversion paralysis may not be an all-or-none phe- 
nomenon; some patients with this problem demon- 
strate partial strength (patients 2, 3, and 4), treatment 
may require an extensive period of time if it is associ- 
ated with atrophy (patient 1), and treatment may have 
to be broken up into stages according to the muscle 
groups being rehabilitated (patient 1). 
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Clinical and Research Reports 


Duration and Symptoms of Bipolar Prodromes 


George Molnar, M.D., M. George Feeney, Ph.D., and Giovanni A. Fava, M.D. 





The duration and symptoms of manic and depres- 
sive prodromes of 20 bipolar patients showed much 
interindividual variation. However, these features 
were consistent in successive episodes of the same type 
in the same patient. Manic prodromes were longer 
than depressive prodromes. 

(Am J Psychiatry 1988; 145:1576-1578) 





hile much information on the longitudinal 

course of bipolar disorder has been obtained 
from history analyses (1), little has been written or is 
known about the onset of bipolar episodes. Several 
benefits may derive from research on affective pro- 
dromes. In particular, the detection of early mood 
changes would allow treatment to be instituted sooner, 
making progression to the full episode less likely. Also, 
treatment initiated earlier in the course of an affective 
episode may be more effective (2). 

We investigated affective prodromes in 20 clinically 
stable bipolar patients, seeking to determine whether 
the duration and symptoms of the prodromes in suc- 
cessive episodes of the same polarity are consistent. 

Prior investigations of onsets of bipolar illness have 
focused on mania. In studies of NIMH inpatients (3—5) 
a rapid build-up of mania in 1-7 days was typical. The 
speed of onset in major depression appears more var- 
ied. In one study of 11 patients (6), four had rapid 
onsets (less than 2 weeks) and seven had gradual on- 
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sets (more than 4 weeks). The author of an earlier 
study of 43 patients with depressive psychosis (7) re- 
ported the mean prodrome length to be 23 months. 
The research literature seems to indicate that mania 
progresses rapidly, whereas depressions develop more 
slowly. 


METHOD 


The entry criteria were a DSM-III diagnosis of bi- 
polar disorder, a history of two or more affective epi- 
sodes, the ability to provide reliable information about 
episodes, and a willingness to give informed consent. 
When studied, all patients were ambulatory, were re- 
ceiving lithium prophylaxis, and, except for one pri- 
vate patient, were being followed in the lithium clinic 
of a teaching hospital. 

Each patient was asked to estimate the length of 
each distinctly remembered bipolar episode and to es- 
timate the dates of the beginning and end. The patient 
was then asked to estimate the duration of the pro- 
drome and to report the prodromal symptoms. All of 
the data on duration were converted to days. 

An episode was defined as any manifestation of bi- 
polar disorder that was treated by a physician in the 
hospital or on an outpatient basis. The definition was 
extended to also include any period of illness that 
could be considered a manifestation of bipolar illness; 
caused significant impairment of social, vocational, 
and interpersonal functioning; and lasted at least 1 
week (8). Prodrome was defined as the interval from 
the time that the first symptom was recognized to the 
time when the symptoms reached maximum severity. 

Reliability was always verified by reviewing clinic 
charts and, where possible, by interviewing family 
members. To yield 20 study subjects, 38 patients 
were interviewed. Five did not meet the diagnostic 
criteria, one refused to complete the interview, and 
12 were found to have given erroneous information 
when their accounts were cross-checked with their 


Am J Psychiatry 145:12, December 1988 


charts. Six of the 20 patients who were found to 
provide reliable data by such checking also had rela- 
tives who were interviewed. These interviews yielded 
satisfactory agreement. Furthermore, seven patients 
were reinterviewed at least 3 months after the first 
interview and provided equivalent information both 
times. Each interview was conducted by one of three 
psychiatrists. To ensure consistent data gathering, each 
interviewer conducted the first five interviews with a 
coinvestigator. 
The results are presented as mean+SD. 


RESULTS 


The age of the 20 subjects was 37.65+11.93 years 
(range=18—58). Nine subjects were male and 11 were 
female. Fourteen subjects each had one or more de- 
pressive episodes in addition to at least one manic ep- 
isode. The duration of bipolar illness from the time of 
the first diagnosis by a physician was 6.65+7.33 years 
(range=0.80-35.17); the probable real duration ac- 
cording to the history was 14.60+12.35 years (range= 
1.75-44.17). The number of affective episodes per pa- 
tient was 4.20+2.82 (range=2—14); this is an under- 
estimate, since only well-remembered episodes were 
studied. The duration of the most recent manic episode 
was 119.43+111.09 days (range=5~366, N=20), and 
the duration of the most recent depressive episode was 
199.46+283.92 days (range=14~1,098, N=14). The 
manic prodromes lasted 20.50421.29 days (range=1— 
84, N=20), and the depressive prodromes lasted 
10.96+8.57 days (range=2—-31, N=14). Thus, the 
lengths of both the prodromes and the actual episodes 
for both manic and depressive episodes showed 
marked intersubject variation. 

Among just the 14 subjects who had both depressive 
and manic episodes, the durations of the manic and 
depressive episodes were not significantly different 
(manic episodes=147.18+125.55 days, depressive 
episodes=199.46+:283.92; t=0.445, df=13, p=0.75, 
paired t test), but the manic prodromes were signifi- 
cantly longer than the depressive prodromes (manic 
prodrome=21.14+22.24 days, depressive prodrome= 
10.96+8.57 days; t=2.70, df=13, p<0.02, paired t 
test). In other words, the individuals who had both 
types of episodes tended to have longer manic than 
depressive prodromes. 

There were also large interindividual variations in 
prodromal symptoms. The most frequently reported 
depressive symptoms, listed in table 1, were depressed 
mood, loss of energy, and difficulty concentrating. As 
for manic episodes, it is striking that all patients re- 
ported increased activity as a prodromal symptom. El- 
evated mood and decreased need for sleep were also 
common. Within each patient, however, there was a 
striking consistency in prodromal symptoms preceding 
each episode; that is, affective episodes in individual 
patients tended to begin according to consistent se- 
quences. Relatives confirmed these sequences. 
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CLINICAL AND KESEAKCH KEPOKILS 


TABLE 1. Prodromal Symptoms Reported by 20 Patients With Bi- 
polar Disorder 








Prodromal Symptom N 
Depressive 14 
Depressed mood 12 
Loss of energy 12 
Concentration difficulties 11 
Morbid thoughts 9 
Decreased sleep 
Loss of interest 8 
Weight loss 6 
Weeping 6 
Loss of appetite 5 
Physical symptoms (unspecified) 5 
Irritability 4 
Increased sleep 4 
Agitation , 4 
Other depressive symptoms 4 
Alcohol abuse 2 
Manic 20 
Increased activity 20 
Elevated mood 18 
Decreased need for sleep 18 
More talkative 17 
Racing thoughts 16 
Increased self-worth 15 
Distractibility 13 
Increased sex drive 12 
Irritability 9 
Alcohol abuse 7 
Other manic symptoms 6 
Physical symptoms (unspecified) 4 
Reckless pleasure-seeking 3 
DISCUSSION 


Our data were largely subject to the patients’ recall. 
Despite reservations about retrospective methods, this 
approach appears to have predictive validity (9). We 
believe our method of organizing the interview facili- 
tated recall of coherent sequences of illness events from 
the patients’ autobiographical memory (10). 

The variation of the data between individuals was 
more important than the overall group tendency, but 
within individuals the duration and symptoms of suc- 
cessive prodroines of the same polarity were strikingly 
consistent. Individuals who had suffered both manic 
and depressive episodes had longer manic prodromes. 
Perhaps because of a high proportion of rapid cyclers 
among the NIMH patients, this result is at variance 
with previously reported findings about the onset of - 
mania (9). Finally, this study shows that in some bi- 
polar patients the appearance of early and sometimes 
subclinical symptoms of mania or depression precedes 
the full syndrome by weeks or months. If such patients 
and their family members are educated to recognize 
the patient’s characteristic prodromal symptoms, re- 
currences of affective disorder could be treated earlier 
and perhaps more effectively. 
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Thyroid Function in Psychosis Following Childbirth 


Donna E. Stewart, M.D., D.Psych., Anthony M. Addison, M.B., 
G. Erlick Robinson, M.D., D.Psych., Russell Joffe, M.D., 
Gerard N. Burrow, M.D., and Marion P. Olmsted, M.A. 





Postpartum thyroiditis has been suggested as a cause 
of psychosis following pregnancy. However, 30 hospi- 
talized psychotic postpartum women and 30 control 
subjects matched for age and time since delivery 
showed no significant differences in thyroid function 
or the presence of thyroid antibodies. 

(Am J Psychiatry 1988; 145:1579-1581) 


esearchers have attempted to link psychosis fol- 

lowing childbirth to endocrine changes (1). No 
associations have been confirmed (2), but recent work 
on painless postpartum thyroiditis has rekindled inter- 
est in this subject. 

In 1976 Amino et al. (3) described a syndrome of tran- 
sient hypothyroidism in postpartum women. This syn- 
drome consists of transient hyperthyroidism within 4—12 
weeks of delivery, followed by hypothyroidism from 
week 12 to week 32, with resolution of symptoms and a 
return to the euthyroid state in more than 90% of 
women within 10 months of parturition (4-7). Epidemi- 
ologic studies show that painless postpartum thyroiditis 
occurs in 2%—9% of postpartum women, producing bio- 
chemical thyroid dysfunction and positive thyroid anti- 
bodies (4-9). 

Several investigators have noted the similarity of the 
psychological symptoms of painless postpartum thy- 
roiditis to psychiatric disturbances in the puerperium 
(4-6, 9) and have questioned whether thyroiditis 
might be a significant cause of postpartum psychiatric 
illness. Amino et al. (4) described three postpartum 
patients admitted to the hospital for psychiatric symp- 
toms; two of them were found to have thyrotoxicosis, 
and the third had hypothyroidism. Their psychiatric 
symptoms disappeared when they became euthyroid, 
leading to speculation about whether an acute change 
in serum thyroid hormones induces overt psychosis in 
predisposed subjects. Amino et al. recommended fur- 
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ther studies to clarify this issue. The only study of 
thyroid function in postpartum psychosis that we have 
found reported normal values in all seven of the 
women studied (9). 

This paper compares the results of thyroid function 
tests and levels of thyroid antibodies in a group of 30 
women with psychosis following childbirth and a con- 
trol group of normal postpartum women matched for 
age and time since delivery. 


METHOD 


The study group consisted of 30 postpartum women 
consecutively referred to a consultation-liaison service 
with an interest in postpartum psychiatric disorders 
(2). All of the patients had given birth during the pre- 
ceding year; were assessed by the principal investigator 
(D.E.S.) during a clinical interview; met the DSM-III 
criteria for a major affective disorder with psychotic 
features (N=22), schizophreniform disorder (N=4), 
or atypical psychosis (N=4); and required hospital ad- 
mission. Diagnoses made on the basis of clinical inter- 
views by an independent psychiatrist were in complete 
concordance. 

Serum T, resin uptake, T, levels, and thyrotropin 
(TSH) levels of all of the women were measured 
by routine radioimmunoassays. Thyroid antibody 
determinations were also made for the women with 
late-onset psychosis (more than 4 weeks after deliv- 
ery). The free thyroxine index (FTI) was determined 
from the product of the T; resin uptake and the T, 
level. 

Postpartum women at the same hospital who had no 
psychiatric complaints on clinical interview and who 
matched the psychotic women for age and time since 
delivery were asked to act as contro. subjects. There 
was one refusal; the remaining 30 women gave in- 
formed consent to have the same tests done. 

Two-way analysis of variance (ANOVA) was used 
to evaluate the effect of psychiatric disorder and time 
since delivery on the results of each thyroid function 
test. Chi-square tests with Yates’ correction were con- 
ducted to compare the prevalence of positive thyroid 
antibodies in the psychotic and control groups. 
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TABLE 1. Results of Thyroid Function Tests of 30 Women With Psychosis Following Childbirth and of 30 Control Subjects 








Serum T, T, Level TSH Level 
Resin Uptake" (nmol/liter)? FTIS (mU/liter)“ 
Group Mean SD Mean SD Mean SD Mean SD 
Psychotic women 
Less than 4 weeks 
after delivery (N=9) 0.23 0.05 153.8 28.9 34 6.0 2.4 0.6 
More than 4 weeks 
after delivery (N=21) 0.30 0.04 110.5 21.0 33 6.6 2.6 1.5 
Control women 
Less than 4 weeks 
after delivery (N=9) 0.22 0.05 144.1 30.0 31 4.6 3.7 1.6 
More than 4 weeks 
after delivery (N=21) 0.28 0.02 100.6 24.0 28 6.8 2.8 0.6 





Significant effect of time (F=36.61, df=1, 56, p<0.0001), 
“Significant effect of time (F=38.78, df=1, 56, p<0.0001). 
“Significant effect of group (F=6.80, df=1, 56, p<0.05). 


significant Group by Time interaction (F=6.33, df=1, 56, p<0.05). 


RESULTS 


The mean+SD age of the psychotic women was 
28.7+5.5 years (range=18—42 years) and of the con- 
trol women, 28.5+5.7 years (range=19-39 years). 
Ten of the patients with major affective disorders with 
psychotic features had family histories of affective ill- 
ness, and six of them had had previous affective ill- 
nesses, three of which occurred following childbirth. 
Twenty-seven percent (N=8) of the patients and 54% 
(N=16) of the control subjects were multiparous. One 
psychotic and one control woman reported past thy- 
roid dysfunction. 

The results of the thyroid function tests for the psy- 
chotic and the control women are shown in table 1. By 
ANOVA, T; levels were significantly higher and T, 
resin uptake was significantly lower in all women 
tested in the early postpartum period. The psychotic 
women had significantly higher FTIs than the control 
women. The significant Group by Time interaction 
for TSH level suggests that TSH levels were signifi- 
cantly lower in the early postpartum period in the psy- 
chotic women than in the control women. However, 
both the FTIs and the TSH levels remained within nor- 
mal limits. 

Since there was a significant interaction for TSH, we 
examined the diagnostic subgroups. Only the sub- 
group with major affective disorders was large enough 
for us to perform a meaningful two-way ANOVA. The 
group with affective disorders had a significantly lower 
level of TSH (mean+$D=2.3+1.2 mU/liter) than the 
control group (3.1+1.1 mU/liter) (F=5.94, df=1, 48, 
p<0.02). 

There was no significant difference in the prevalence 
of positive thyroid antibodies between the psychotic 
postpartum women and the control women (x7= 
0.002, df=1, n.s.). Positive thyroid microsomal anti- 
bodies were found in only one of the 21 women with 
late-onset psychosis. 


1580 


DISCUSSION AND CONCLUSIONS 


Both the psychotic women and the control women 
demonstrated high T, and low T; resin uptake values 
for approximately 3 weeks after delivery. This finding 
was probably due to increased levels of T4-binding 
globulin; a similar finding in pregnant women has been 
described by other investigators (6, 8). The higher 
mean FTI of the psychotic women and the lower mean 
TSH level of the women with early-onset psychosis, 
compared to these values for the control women, were 
probably not clinically significant, as all the values 
were within the normal ranges. Since painless postpar- 
tum thyroiditis is more common from 4 to 32 weeks 
after childbirth (4-7, 9) and is therefore likely to be 
more common in women with late-onset psychosis, 
our study included psychoses that occurred within 1 
year after delivery. 

There is a similarity between some of the symptoms 
of thyroid dysfunction—particularly, extreme fatigue, 
sleep disruption, memory disturbance, clouded con- 
sciousness, confusional states, decreased libido, mood 
disturbances, anxiety, emotional lability, and decreased 
attention span—and those seen in psychoses occurring 
in the postpartum period (1-2, 4, 6, 9, 10). This sim- 
ilarity plus the high prevalence of painless postpartum 
thyroiditis make thyroid dysfunction a likely etiologi- 
cal factor in postpartum psychosis, especially since it 
has long been claimed that thyroid supplement is an 
effective treatment for some women with postpartum 
psychosis (1). However, our sample of 30 women with 
psychosis following childbirth and normal postpartum 
women matched for age and time since delivery showed 
no significant differences in thyroid function except for 
higher mean FTIs and lower mean TSH values in the 
women with early postpartum psychoses; however, all 
values were within the normal ranges. Furthermore, 
the 21 women with late-onset psychosis had the same 
prevalence (5%) of positive thyroid microsomal anti- 
bodies as the control group. We were unable to dem- 
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onstrate a relationship between thyroid dysfunction 
and psychosis in these postpartum women, 
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Comorbidity of Other Psychiatric Disturbances 
in Depressed, Psychiatrically Hospitalized Children 


Norman E. Alessi, M.D., and Jed Magen, D.O. 


Twenty-five (16%) of 160 psychiatrically hospital- 
ized children were given diagnoses of depressive. disor- 
ders. None of 12 diagnostic categories from DSM-III 
axes I and II occurred significantly more frequently 
among these depressed children than among the non- 
depressed children in this sample. 

(Am J Psychiatry 1988; 145:1582—1584) 


comorbid disorder is defined as “any distinct ad- 

ditional clinical entity that has existed or may 
have. occurred during the clinical course of a patient 
who has the index disease under study” (1).. The co- 
morbidity of anxiety and conduct disorders with child- 
hood depression has been reported in several studies 
(2-4). There have been no systematic reports of com- 
parisons of the frequency of these and other psychiat- 
ric disorders, in this age group despite the clinical im- 
portance of such data for treatment selection and the 
prognostic implications. 

We report a study of the association of certain other 
psychiatric disorders with major depression or dysthy- 
mic disorder among a group of psychiatrically hospi- 
talized children. 


METHOD 


One hundred sixty patients consecutively admitted 
to a clinical service for the diagnosis and treatment of 
children with serious psychiatric disorders were eval- 
uated for the presence of depressive disorders and all 
other psychiatric disorders. Upon admission to the 
unit, each child was interviewed by a senior staff psy- 
chiatrist and a Fellow in child psychiatry. A DSM-III 
symiptom checklist consisting of 354 quéstions and 
phrases that assess the nature, severity, and duration of 
each symptom was completed after the child had been 
hospitalized for 2 weeks and at discharge. A thorough 
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developmental and family history was obtained. Fur- 
ther diagnostic information obtained while the child 
was hospitalized included results. of neuropsychologi- 
cal and psychological testing, observations made by 
the unit’s staff, and reports.from the hospital’s school. 
Discharge diagnoses took into account the child’s psy- 
chiatric history as well as all clinical information gath- 
ered during the child’s hospitalization. 

DSM-III was used in making all diagnoses identified 
in this study. Structured diagnostic interviews were not 
used because mariy of the children included in the 
study were unable to cooperate with the structure nec- 
essary to complete such interviews (5). Others had sig- 
nificant speech and language disorders or learning dis- 
abilities that made it impractical to administer a 
structured or semistructured interview (6). In addition, 
the parents of these patients were often very poor his- 
torians or were only erandi involved in the care of 
their children. 

To determine the extent to which other psychiatric 
diagnoses occurred in conjunction with depressive dis- 
orders, all discharge diagnoses were clustered into 12 
diagnostic categories and compared. Data were ana- 
lyzed by using the chi-square approximation with 
Yates’ continuity correction. The level of significance 
of all statistical tests was set at 0.05. To correct for 
problems associated with multiple comparisons, the 
Bonferroni correction was applied (7). 


RESULTS 


Twenty-five (16%) of the children were identified as 
having depressive disorders: 16 (10%) had major de- 
pression, and nine (6%) had dysthymic disorder. The 
depressed group was significantly older than the non- 
depressed group (mean+SD=10.7+2.0 versus 9.44+ 
2.6 years; F=5.36, df=1, 158, p<0.02). A significant 
difference in age was not noted when the depressed 
zroup was broken into those with major depression 
‘10.92.2 years) and those with dysthymic disorder 
(10.4+1.7 years) versus those with other psychiatric 
disorders (9.44+2.6 years). The ratios of male to fe- 
male patients were 13:3 in the group with major de- 
pression, 5:4 in the group with dysthymic disorder, 
and 101:34 in the group with other psychiatric diag- 
noses. There were no significant differences by sex. 
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TABLE 1. Frequency of Additional DSM-II Diagnoses of Hospitalized Children With mee Depression, Dysthymic Disorder, or Other 


Psychiatric Diagnoses 








Patients With 


Major Depression 


Additional DSM-III (N= 16) 


Discharge Diagnosis N 











Axis I 
Adjustment disorder 
Attention deficit disorder 
Anxiety disorders 
Conduct disorder 
Oppositional disorder 
Schizophrenic disorders 
Pervasive developmental disorders 
Organic brain syndromes 
Somatoform disorders 
Mental retardation 
Personality disorders 
Specific developmental disorders 


Table 1 shows the diagnoses and their association 
with major depression and dysthymic disorder. With 
the Bonferroni correction, no statistically significant 
difference was found in the frequency of diagnoses as- 
sociated with depression. The axis I diagnoses of anx- 
iety, attention ‘deficit, and conduct disorders and the 
axis II diagnoses of specific developmental disorders 
and personality disorder occurred in more than 25% 
of the patients in the two depressed groups. Among the 
group with major depression, on axis I, oné patient 
had one diagnosis, eight patients had two diagnoses, 
four patients had three diagnoses, and three patients 
had four diagnoses; on axis II, 10 patients had one 
diagnosis. Among the dysthymic group, on axis I, one 
patient had one diagnosis, two had two diagnoses, 
four had three diagnoses, and two had four diagnoses; 
on axis I, four patients had one diagnosis and one 
patient had two. Among the nondepressed group with 
other psychiatric diagnoses, on axis I, 51 patients had 
one additional diagnosis, 48 had two diagnoses, 29 
had three diagnoses, four had four diagnoses, and two 
had five diagnoses; on axis Il, 34 had one diagnosis. 
The depressed groups had a significantly greater oc- 
currence of three or more diagnoses, with 13 (52%) of 
the patients in the depressed groups having three or 
more axis I diagnoses, compared to 35 (26%) of the 
group with other diagnoses (y7=6.70, df=1, p<0.01). 


DISCUSSION 


We have reported on comorbid disorders identified 
in a series of 25 psychiatrically hospitalized children 
with an index disorder of either major depression or 
dysthymic disorder. Using the Bonferroni correction 
(5), we found no significant association between diag- 
noses. The greater association with conduct and oppo- 
sitional disorders and anxiety disorders reported in 
earlier studies did not occur in the depressed groups 
versus the nondepressed group. The application of the 
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Patients With Patients With 
Dysthymic Disorder Other Diagnoses 
(N=9) (N=135) 
N % N % 
0 0.0 2 8.9 
2 22.2 38 28.1 
8 88.9 8 5.9 
3 33.3 47 34.8 
1 11.1 39 28.9 
1 11.1 9 6.7 
0 0.0 20 14.8 
0 0.0 4 3.7 
0 0.0 z 0.7 
i 11.1 35 25.9 
3 33.3 34 25.2 
55.6 S? 42.3 





Bonferroni correction dealt with the possibility of spu- 
rious significant associations. Nevertheless, the fre- 
quency of occurrence of conduct disorder and anxiety 
disorders was similar to that previously reported (2— 
4). The occurrence of attention deficit disorder and 
specific developmental disorders with depression sup- 
ports previous reports suggesting their association 
with depression (8, 9). 

Structured interviews were not used in the assess- 
ment of these children, since their use would have’ 
excluded many subjects with speech ard language dis- 
orders, learning disabilities, and menral retardation. 
Two facts were gleaned from this approach: 1) if the 
ability to participate in a structured interview is used 
as a criterion for inclusion in a study, a substantial and 
possibly important number of children will be ex- 
cluded, and 2) the presence of learning. disabilities, 
speech and language disorders, and mental retardation 
should be assessed before the use of one of these 
instruments. 

This study demonstrated the tendency for multiple 
psychiatric disorders to occur in children with and 
without depressive disorders (9). Fifty-two percent of 
the two depressive groups had three or more psychi- 
atric diagnoses, compared to 26% of the nondepressed 
group. The significant prevalence of multiple diagnoses 
among the depressed groups underscores not only the 
risk associated with depression for these children but 
also the added risk of multiple comorbid ‘conditions. 

An important question that remains is the relation- 
ship between these multiple disorders. These distur- 
bances may relate to the index disturbance in the fol- 
lowing ways: 1) they may be preexisting disorders 
that lead to the development of depressive disorders, 2) 
the occurrence of multiple disorders may represent a 
shared diathesis or genetic predisposition whose expres- 
sion depends’ on environmental mediating variables, 
and 3) multiple disorders may occur ky chance. 

Comorbid disorders could. affect the severity and 
expression of the index disorder, thereby affecting 
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therapeutic strategies. In addition, the presence of 
comorbid disorders would seem to affect research 
methods in the study of depressive disorders. For re- 
search purposes, groups are generally matched by dis- 
ease, socioeconomic factors, and other variables. Vari- 
ability of results from study to study may be accounted 
for by comorbid disease factors. Given,that the severity 
or expression of the index disease may be affected by 
comorbid disorders in a number of ways, it is neces- 
sary to match groups by comorbid disorder as well as 
by index disorder and, in some instances, by number of 
comorbid disorders also. 


REFERENCES 
1. Feinstein AR: The pre-therapeutic classification of co-morbidity 
in chronic disease. J Chronic Dis 1970; 23:455—468 
2, Puig-Antich J, Blau 5, Marx N, et al: Prepubertal major depres- 
sive disorder. J Am Acad Child Psychiatry 1978; 17:695-707 


1584 


. Geller B, Chestnut EC, Miller MD, et al: Preliminary data 


on DSM-IH associated features of major depressive disorder 
in children and adolescents. Am J Psychiatry 1985; 142:643— 
644 


. Kovacs M, Feinberg T, Crouse-Novak M, et al: Depressive dis- 


orders in childhood, I: a longitudinal prospective study of char- 
acteristics and recovery, Arch Gen Psychiatry 1984; 41:643~ 
649 


. Young JG, O'Brian JD, Gutterman EM, et al: Research on the 


clinical interview. J Am Acad Child Adol Psychiatry 1987; 5: 
613-620 


. Gualtieri CT, Koriath U, Van Bourgondien M, et al: Language 


disorders in children referred for psychiatric services. J Am Acad 
Child Psychiatry 1983; 22:165-171 


. Ingelfinger J, Mosteller F, Thibodeau L, et al: Biostatistics in 


Clinical Medicine, 2nd ed. New York, Macmillan, 1987 


. Biederman J, Munir K, Knee D, et al: High rate of affective 


disorders in probands with attention deficit disorder and in their 
relatives: a controlled family study. Am J Psychiatry 1987; 144: 
330-333 


. Stevens DT, Romney DM: Depression in learning disabled chil- 


dren. J Learning Disabilities 1984; 17:579--582 


Am J Psychiatry 145:12, December 1988 


Book Forum 
Nancy C. Andreasen, M.D., Ph.D., Editor 


The books for this month are a holiday gift list: 
books to broaden the library and the mind, 
to provide pleasure and enjoyment, 
to give to oneself and others. 


LITERATURE 





The Art of the Novel, by Milan Kundera; translated from the 
French by Linda Asher. New York, Grove Press, 1988, 165 
pp., $17.95. 


Milan Kundera is one of the greatest living European nov- 
elists. A Czech expatriate who has lived in France since 1975, 
he has won the Prix Medicis for the best foreign novel pub- 
lished in France and the Premio Mondello for the best for- 
eign novel published in Italy and is a likely candidate for the 
Nobel Prize. If you haven’t read his novels—The Joke (1), 
Laughable Loves (2), Life Is Elsewhere (3), The Farewell 
Party (4), The Book of Laughter and Forgetting (5), and The 
Unbearable Lightness of Being (6) or his play—Jacques and 
His Master (7}—read them before you read this. If you have 
only seen the film based on The Unbearable Lightness of 
Being, read the book; it is quite different. After appreciating 
Kundera’s art, one has an opportunity to meet the artist in 
this collection of interviews and essays, The Art of the Novel. 

Kundera’s fiction was originally written in Czech; these 
essays were written in French and have been skillfully trans- 
lated by Linda Asher. Asher translates Kundera as saying, 
“The writer who determines to supervise the translations of 
his books finds himself chasing after hordes of words like a 
shepherd after a flock of wild sheep—a sorry figure to him- 
self, a laughable one to others” (pp. 121—122). 


This book, like all but one of Kundera’s novels, is divided ° 


into seven parts. Kundera’s work is in many ways closer to 
musical composition than most fiction, and numbers and 
ratios are important: 


Let me return to the comparison between the novel 
and music. A part is a movement. The chapters are mea- 
sures. These measures may be short or long or quite 
variable in length. Which brings us to the issue of 
tempo. Each of the parts in my novels could carry a 
musical indication: moderato, presto, adagio, and so on. 
(pp. 87-88) . 


As a young man he was more of a composer than a nov- 
elist, and he writes of his early composition for four instru- 
ments, divided, of course, into seven parts. The composer he 
admires most is Leos Janacek: 


He had... come to feel that orchestral scores col- 
lapse under the weight of superfluous notes... any 
musical composition involves a good deal of purely 
technical activity: exposition of a theme, development, 
variations, polyphonic work that is frequently quite me- 
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chanical . . . . Janacek’s imperative was . . . harsh juxta- 
positions instead of transitions, repetition instead of 
variation, and always head straight for the heart of 
things: only the note that says something essential has 
the right to exist.. .. My own imperative is “Jana- 
cekian”: to rid the novel of the automatism of novelistic 
technique, of novelistic verbalism; to make it dense. (pp. 
72-73) 


For Kundera, “the novel is, by definition, the ironic art” 
(p. 134) and, further, “irony doesn’t give a damn about mes- 
sages” (p. 139). He offers what he calls an “overfamiliar 
metaphor”: “The novelist destroys the house of his life and 
uses its stones to build the house of his novel” (pp. 
144—145). He is therefore wary of biographers who strive to 
undo what the novelist did and redo what the novelist undid. 
The novel reflects the essential relativity of things human, its 
wisdom is the wisdom of uncertainty (p. 7), its spirit is the 
spirit of complexity: “Things are not as simple as you think” 
(p. 18). 

These ideas are attractive to those who think about mental 
life, but Kundera warns us that his novels are “not psycho- 
logical” (p. 23). Psychological novels are concerned with 
man’s interior life—Joyce and Proust are examples. Kundera 
sees himself as closer to his fellow Czech Kafka: “He does 
not ask what internal motivations determine man’s behavior. 
He asks a question that is radically different: What possibil- 
ities remain for man in a world where the external determi- 
nants have become so overpowering that internal impulses 
no longer carry weight?” (p. 26). 

Kundera’s final essay is his acceptance speech on receiving 
the Jerusalem Prize in 1985. He bases it on a Jewish proverb: 
“Man thinks, God laughs,” and explains, “Why does God 
laugh at the sight of man thinking? Because man thinks and 
the truth escapes him. Because the more men think, the more 
one man’s thought diverges from another’s. And finally, be- 
cause man is never what he thinks he is” (p. 158). Kundera’s 
novels illuminate man thinking; his essays reveal his aware- 
ness of God laughing. As he puts it, “Great novels are always 
a little more intelligent than their authors. Novelists who are 
more intelligent than their books should go into another line 
of work” (p. 158). 

I have not mentioned what Kundera writes about, why his 
stories about the sexes are so relevant to politics, why his 
political parables are so sexual, or why the Czech govern- 
ment has revoked his citizenship. I visited Kundera’s beloved 
Prague this spring, exactly 20 years after the brief political 
thaw of the famous 1968 spring. I peered into, the tiny room 
beneath the castle where Kafka lived and wrote, walked the 
streets of the old city, saw the opera, and asked about Kun- 
dera. I was greeted with hushed whispers; his books are 
privately read but not available publicly, and it may be dan- 
gerous for a citizen to be caught trying to bring them into the 
country. Perhaps, as well as laughing, God occasionally 
sheds a tear. 
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ROBERT MICHELS, M.D. 
New York, N.Y. 


Made in America: Science, Technology, and American Mod- 
ernist Poets, by Lisa M. Steinman. New Haven, Yale Uni- 
versity Press, 1987, 219 pp., $15.95. 


Steinman explores the ties between modern American po- 
etry and the emergence of the twentieth-century love affair 
with science and technology. Her particular focus is on Wil- 
liam Carlos Williams, Marianne Moore, and Wallace Ste- 
vens and their defenses of poetry between 1910 and 1945 as 
they struggled to reconcile their work with the American 
appetite for useful commodities. Linking poetry to technol- 
ogy was one way of including the “real world” in art and 
defending poetry in a culture that respected practical work. 
In their defenses, however, these writers were forced to ap- 
peal implicitly to values they did not endorse, while the more 
serious questions about social values that demoted the arts 
were often obscured. 

Modernism and the attempt to “make it new” were seen as 
uniquely American, but American art and literature were 
perceived as inferior outlets for creativity—which to the 
American mind should lead to a commercial product. Poets 
themselves shared the American respect for what was useful 
or practical; it was just that they believed feelings were as 
useful as goods were. Steinman points out, however, that “it 
is difficult to explain the uses of poetry compared with the 
uses of engines or plumbing.” Poets were further separated 
from the public because, although American writers em- 
braced modernism for its break with nineteenth-century gen- 
teel poetry, the public was not ready to give up poets like 
Whittier and Longfellow. This rift was widened by the poets 
themselves, who quickly adopted the very features of mod- 
ernism that tended to devalue the arts, such as sparseness and 
the immediate apprehension of image or feeling. In trying to 
garner more acceptance the poets often used comparisons 
between poetry and science and technology, hoping to gain 
more authority for their work by associating it with fields 
seen as more prestigious. Eventually the poets recognized 
their semi-abandonment of their art, and their critiques then 
demonstrated an uneasiness with their earlier uses of science 
and technology to defend poetry. 

The early chapters of this book are engaging in examining 
how definitions of an American aesthetic entered public con- 
sciousness during the first half of the twentieth century. 
Steinman’s comments on how bathtubs were advertised, for 
example, point out how the new techniques for mass pro- 
ductions of steel-clad and enameled tubs reflected and em- 
phasized function over form. By situating the arts and poetry 
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in a historical context, Steinman explores how culture affects 
us and vice versa. The first three chapters would be helpful to 
anyone concerned with understanding antecedents in Amer- 
ican culture. It is difficult, however, to see how the remainder 
of the text would be of much interest to anyone other than 
English professors or literature students. The quotes from 
and references to other literary critics will be bothersome to 
the interested layman, and Steinman refrains from too much 
quoting of the poetry itself, assuming that the reader is al- 
ready familiar with it. Although the detailed discussions of 
Williams’s attraction to a machine aesthetic, Moore’s strat- 
egy of redefining the material world in spiritual terms, and 
Stevens’s conscious refusal to incorporate technological or 
industrial elements of America in his work are solid, they are 
going to be more meaningful to a critic studying these works 
analytically and in-depth than to the general fan of the poets. 


LISA M. SCHWERDT, PH.D. 
Florence, Ala. 


The Doctor of Desire: A Novel, by Allen Wheelis. New 
York, W.W. Norton & Co., 1987, 192 pp., $14.95. 


In The Doctor of Desire Allen Wheelis tries to have it both 
ways and mostly succeeds. Subtitled A Novel, this book con- 
tains both a story about a senior psychoanalyst who prac- 
tices and teaches in San Francisco and what Wheelis calls a 
“meditation”: brief essays, epigrammatic reflections, and 
other source material by Wheelis himself, a senior psycho- 
analyst who practices and teaches in San Francisco. In his 
prefatory note Wheelis suggests that readers may prefer to 
read the story and skip the meditation, or vice versa, or 
alternate between them in a sequence suggested in the table 
of contents. Clearly, something quite unusual is being at- 
tempted. 

Dr. Henry Melville, Wheelis’s fictional alter ego, is a suc- 
cessful and well-thought-of member of the psychiatric and 
psychoanalytic establishment in his early 50s, but he suffers 
from a severe case of existential despair: desire has gone out 
of his life. An attractive woman in her 20s becomes his pa- 
tient, and gradually his feelings progress from the profession- 
al’s contemplation of and free association to her dark beauty 
to a smoldering passion, a longing that “kept welling up, 
overflowing.” As his patient’s transference love bursts upon 
the analysis, Dr. Melville finds himself at the precipice. Will 
he fall, turn back, or will he leap? These are the questions on 
which the novel pivots. 

As a psychiatrist I was relieved that The Doctor of Desire 
does not trivialize the theme of love between therapist and 
patient, as did the recent movie Lovesick. Wheelis does not 
back away from the anxiety, the thrilling excitement, the 
terror, the deliciously unbearable pain, and the guilt-ridden 
pleasure that fill his protagonist. Nor does he romanticize his 
hero: Melville is selfish, vain, and, befitting a potentially 
tragic figure, toweringly arrogant. (Perhaps significantly, 
Melville also is childless or at least without emotional in- 
volvement in growing or grown children of his own.) Most 
importantly, Wheelis does not settle for an easy ending to his 
story. 

As a reader invited to consider one of life’s and literature’s 
great questions—Is a man really free if he “chooses” to fol- 
low conventional morality2—I was disappointed that 
Wheelis did not seem to have sufficient faith in himself as a 
novelist. His meditation, which I confess engrossed me every 
bit as much as his story (who could resist something that 
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begins, “Were I well adjusted this book would not have been 
written”?), had the apparent function of explaining the 
novel. A longer novel would have allowed for fuller charac- 
ter development, and in the process the author could have 
shown us through character and plot what he tells us in the 
meditation. I think that a more serious novelist would have 
used the clinical situation of the story more allegorically and 
would have pushed the limits farther, as Camus did in The 
Plague. 

Perhaps the key to the mixture of relief and disappoint- 
ment that the reader feels is the book’s autobiographical 
quality. Wheelis invites his reader to see Dr. Melville as a 
thinly disguised version of himself. The suspicion is that Dr. 
Melville is too much the reflection of Alan Wheelis’s expe- 
rience to be free, as a creature of imagination, to fall over or 
leap past the tenuous boundary of professional propriety. 
Our disappointment is the photographic negative of our re- 
lief. 

Wheelis, author of such popular and influential books as 
The Quest for Identity (1) and How People Change (2), is 
too good a writer not to be aware of this. My hunch is that 
he had only limited aspirations for this book as a novel and 
used the literary form to ease his readers “into the cave 
... while I go deeper, holding aloft my little candle, still 
talking, bearing witness to the dark shapes I am passing” (p. 
143). If so he has succeeded admirably; I am prepared to 
follow him on his next journey. 

I commend this book to all who in their life and work 
expect to deal with aging, passion, desire, despair, death, and 
love. 
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GORDON D. STRAUSS, M.D. 
Los Angeles, Calif. 


Chatterton, by Peter Ackroyd. New York, Grove Press, 
1988, 234 pp., $17.95. 


In case you missed it in English 101, Thomas Chatterton 
was an eighteenth-century English poet who, starting at the 
age of 11, wrote his work under an assumed name, Thomas 
Rowley, a fictitious fifteenth-century monk. Chatterton in- 
vented a medieval poetic style that, despite certain obvious 
shortcomings, gained him some notoriety and drew the scorn 
of the leading literati of his day. Despondent over his lack of 
success either as Rowley or as himself, Chatterton took ar- 
senic in his Holborn garret on the night of August 24, 1770, 
and died at the age of 17. His death ignited a brief burst of 
fame, fueled by the tributes of the literary worthies of the 
day. Coleridge, Wordsworth, Shelley, and Keats praised his 
work and composed encomiums and odes to his genius. 
These events net him a column and a half in the Encyclope- 
dia Britannica, which judges him a poet of genius and a 
pioneer Romantic. 

The manner of Chatterton’s death is largely responsible 
for the recent resurgence of interest in him and his work, 
including this slim novel by Peter Ackroyd. If you hope to 
learn something about adolescent suicide, you will be disap- 
pointed by Chatterton. But if you are interested in flights of 


Am J Psychiatry 145:12, December 1988 


imagination and like verbal and intellectual prestidigitation, 
then you will be amply rewarded—especially if you do not 
insist on knowing precisely what it all means. 

Chatterton is a fantasia in which the author plays with 
ideas—specifically, the relationship between reality and the 
imagination and between the genuine and the spurious. Did 
Thomas Chatterton really kill himself or did he only pretend 
to in order to continue writing “newly discovered” works of 
Gray, Churchill, Collins, and Blake? Why was his pseudon- 
ymous work so much more successful than what he pub- 
lished under his own name? (Doris Lessing could help with 
that one.) Do most authors steal most of their ideas from 
someone else or is there such a thing as truly original work? 

Ackroyd invents a little group of sad, outrageous, and 
quirky characters, vests them with the peculiarities of life, 
and sets them dancing with puns and pratfalls. The hero, 
Charles Wychwood, a woefully unsuccessful modern poet 
whose writing block sentences him to live off his wife’s mea- 
ger earnings as an assistant in an art gallery, accepts a por- 
trait as payment for some used books. The portrait may be of 
Chatterton grown old, or it may be of someone else. It may 
be a genuine and valuable work of art, or it may be a forgery 
like most of the overpriced works the gallery sells. 

After Wychwood has received the painting, an elderly ho- 
mosexual in a leopard-skin leotard gives him a sheaf of pa- 
pers that appears to be a journal in which Chatterton de- 
scribed his life and the real story behind what seemed to be 
his suicide. They and the portrait promise to be the key to 
Wychwood’s finally achieving success. They may be genuine 
or the product of someone else’s duplicity—another case in 
which the real is betrayed by the imaginary. Soon the story 
begins to weave between the eighteenth century and the 
twentieth as we follow one version of Chatterton’s tragedy, 
interwoven with Wychwood’s own story. 

Chatterton is entertaining and impressive but may be frus- 
trating to more literal-minded readers because it fails to clar- 
ify its many mysteries. One thing is clear: its author—I mean 
the real one, Peter Ackroyd—finds reality itself less than def- 
inite and the genuine hard to distinguish from the fake. That 
may seem an obscure, possibly precious, and idiosyncratic 
issue. But think about it. Who can argue with Ackroyd after 
8 years of an elderly movie actor playing the President of the 
United States—or perhaps he really was the President? 


MILES F. SHORE, M.D. 
Boston, Mass. 


Love in the Time of Cholera, by Gabriel Garcia Marquez. 
New York, Alfred A. Knopf, 1988, 348 pp., $18.95. 


My friends and colleagues read or were reading Love in 
the Time of Cholera during the early months of 1988. No 
one revealed to me what this book was about, and so I was 
under the misapprehension that it was about a love affair 
where one or both of the lovers had cholera, sort of an earlier 
version of today’s love stories about people with AIDS. I had 
decided not to read the book because I thought it would be 
too depressing. However, when offered an opportunity to 
review the novel for the Christmas edition of the Book Fo- 
rum, I decided to take a chance and so had the delightful 
experience of reading this novel, which I simply could not 
put down once I started it. 

The story line is simple. Florentino Ariza has loved Fer- 
mina Daza for 50 years, 9 months, and 4 days. In early 
adolescence, Florentino courted and almost won Fermina, 
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but when her father discovered the romance, he separated 
the lovers by taking her on a trip. After the trip, reality 
intruded: Fermina recognized Florentino as a lovesick ado- 
lescent. Florentino’s love for Fermina went unreciprocated 
and unconsummated. Fermina married Dr. Juvenal Urbino 
de la Calle, an illustrious but eccentric physician and a leader 
in the fight against the cholera epidemics that decimated his 
country and others along the Caribbean coast of South 
America. After the death of her husband, Florentino rede- 
clares his love for Fermina and begins a careful, contrived 
courtship. I won’t spoil your reading by telling you the end of 
this love story. 

It was easy to discern why this book was sent for psychi- 
atric review. Florentino is lovesick. He fulfills all criteria for 
lovesickness. He goes through 50-odd years in an altered 
state of consciousness, never forgetting Fermina, believing 
always that his love will ultimately be reciprocated. His al- 
tered consciousness does not prevent him from functioning 
in his occupation, but his social functioning is grossly im- 
paired. He is an isolate, a deviate, and a poet. For Florentino, 
Fermina is a goddess and other women are whores (although 
they may not realize it). Florentino exhibits many other at- 
tributes of lovesickness (not a DSM-III-R diagnosis). He is 
dependent on Fermina. He will do virtually anything to be in 
her presence. He sits for long hours in a small park waiting 
for glimpses of his beloved. He shadows her. And, if she is 
not present physically she is constantly present in his imag- 
ination and fantasy life. Her rejection, real or imagined, leads 
to depression, even suicide attempts. She haunts him, and in 
her presence he feels all sorts of physical symptoms—dry 
mouth, pounding heart. Without her, he is incomplete. To 
add to his excitement is the fact that their love is prohibited, 
first by Fermina’s father, then by her husband, then by Fer- 
mina herself. Florentino is unable to find a cure for his love- 
sickness. His mother, his uncle, and his many female 
“friends” cannot discover the etiology of his behavior or 
dispel the symptoms. 

Not only is the story and story line of Love in the Time of 
Cholera remarkably imaginative, the use of language is po- 
etic. Gabriel Garcia Marquez’s translator, Edith Grossman, 
has done a remarkable job of capturing the humor, wit, com- 
passion, and understanding of human behavior that this 
novel encompasses. 

This is a remarkable novel, a good Christmas gift, and a 
wonderful study of love in its different guises and disguises— 
love of self and others, adolescent and middle-aged love, 
elderly love, romantic love, married love, normal love, and 
pathological love. 


ELISSA P. BENEDEK, M.D. 
Ann Arbor, Mich. 


Who’s Afraid of Sigmund Freud? by T.P. Millar. West Van- 
couver, B.C., Canada, Palmer Press, 1985, 204 pp., $19.95. 


That Freud bashing shows no sign of letup is reassuring 
evidence for the continued relevance of psychoanalytic ideas. 
The enthusiasm with which sober philosophers of science 
and respected neuroscientists join the wizards of pop psy- 
chology and psychobabble in banging away at whatever they 
happen to construe as the Freudian oeuvre is ample proof 
that the old gentleman continues to have us by the narcissis- 
tic short hairs and that we are unable to break free of our 
irritable fascination with what he asserted about us. 

Now comes Thomas P. Millar, Canadian child psychia- 
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trist, popular author and poet, who has written a satirical 
novel spoofing psychoanalytic practice and training and the 
politics of the psychoanalytic establishment. In the process, 
he denounces libido theory as a hindrance to the full devel- 
opment of the humanity of both therapists and patients. 

The story opens with Dr. Miles Waring, an advanced psy- 
choanalytic candidate, being importuned by his fetching pa- 
tient, Sandra Bennet, as he tries in twice-a-week psychother- 
apy to cure her of the symptom that is destroying her 
relationship with her lover, Vince. Her disorder (not found in 
DSM-III-R) consists of shouting passages from Ecclesiastes 
just as Vince, a professional gambler, is about to reach or- 
gasm. Sandra, with great energy and persistence, tries to act 
out her eroticized transference with Waring. Although she 
succeeds in getting him to call her by her first name, he 
otherwise resists her advances, in part because he has the 
dehumanizing idea, cemented in place by his foolish devotion 
to Freudian libido theory, that carrying on between patient 
and therapist has something to do with transference and 
countertransference. The idea that it might be unethical as 
well seems not to occur to him. His conflict about it is suf- 
ficient, however, that he is reluctant to report the details of 
his work with Sandra to his psychoanalytic supervisor, Dr. 
Moses Jungmeister, the pompous senior training analyst at 
the National Psychoanalytic Institute. 

In the meantime, Sigmund Freud is being interrogated at 
the gateway to heaven by a tribunal made up of Robespierre, 
Judge Roy Bean, and a chief justice who had been a corrupt 
Roman senator. It seems that Freud has been kept in Limbo 
awaiting final disposition because he committed “the princi- 
pal modern heresy” of creating a secular religion that ex- 
cused criminals on the basis of childhood unhappiness, 
taught parents to tolerate juvenile tyranny lest they trauma- 
tize their children, and reduced femininity to penis envy. To 
improve his chances of getting into heaven (“You’ve no idea 
how I’ve been looking forward to meeting George Bernard 
Shaw”), Freud must return to earth to see the trouble his 
theories and his acolytes have caused mankind. A major por- 
tion of his redemptive work is to inhabit his own bust in 
Waring’s office and a similar one in Moses Jungmeister’s 
office to see the foolish goings on. Ultimately, his place in 
heaven depends on his persuading Waring to liberate himself 
personally and professionally by giving up Freudian theory. 

Needless to say, Freud succeeds in his task by arguing 
vigorously with Waring that psychoanalysis as holy writ and 
priestly practice is nonsense and that he can continue to treat 
patients flexibly without openly renouncing the theory. (“If a 
priest perchance should lose his faith, need he never again 
confession hear?”’) As to Sandra, Freud assures Waring, “Td 
RISE to the occasion... and let the transference chips fall 
where they may.” 

Instead of keeping his next supervisory appointment with 
Jungmeister, Waring goes shopping. He replaces his conserv- 
ative dark-blue suit with an open-necked shirt, gold chains, 
and a Greek fisherman’s cap and keeps his appointment with 
Sandra, whose kittenish, lustful self has been replaced by the 
prim and proper persona who was hiding there all along. She 
is astonished at Waring’s getup and must be persuaded 
relatively easily—that a roll on the couch will help them both 
to achieve the liberated love that was there all along, ob- 
scured by Freudian nonsense about transference and coun- 
tertransference. Freud, now cleansed of his obstinate pride in 
his accomplishments, goes off to heaven and all is right in the 
universe. 

Like most attempts at satire, Who’s Afraid of Sigmund 
Freud? is successful to the extent that it skewers reality. The 
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therapy sessions between Waring and Sandra are outlandish 
and fall flat, as do most of the supervisory sessions with 
Jungmeister. But the accounts of psychoanalytic political ma- 
neuvering are close enough to the truth to be quite funny. 
The spoofs of psychoanalytic theory are mixed, again de- 
pending on the extent to which Millar draws a bead on the 
genuine article rather than some idiosyncratic version. 
Mostly it doesn’t come off. 

If you agree with Millar about the dehumanizing effect of 
Freudian theory and accept his notion of personal and pro- 
fessional liberation, you will have a fine time with Who’s 
Afraid of Sigmund Freud? If, however, you are not so sure 
that therapists’ bedding down patients is a big joke, then you 
may be less enthusiastic about even its satirical message. In 
the former case, a chat with your risk management person 
might be in order, for Millar’s book may be hazardous to 
your wealth, 


MILES F. SHORE, M.D. 
Boston, Mass. 


AUTOBIOGRAPHY, BIOGRAPHY, AND NARRATIVE 





Oscar Wilde, by Richard Ellmann. New York, Alfred A. 
Knopf, 1988, 680 pp., $25.95. 


A major apostle of aestheticism in fin de siécle Britain, 
Oscar Wilde made of his life a work of art. For those of us 
who know him piecemeal and primarily through his literary 
productions such as The Portrait of Dorian Gray or The 
Importance of Being Earnest, Richard Ellmann’s new biog- 
raphy produces in the reader a complete fullness of aesthetic 
pleasure of which Wilde himself would have approved. As 
Ellmann’s biography makes quite clear, Wilde held a pivotal 
position in the transition from Victorianism to what we per- 
ceive as “modern” thinking. Yet, like all truly creative indi- 
viduals, he made a contribution that is timeless. 

Wilde was born to an affluent family in 1854 in Dublin 
and died in a seedy hotel in Paris 46 years later. His mother 
was a poet and an Irish nationalist who taught her son by 
example that one should improve on reality whenever pos- 
sible; she described her birth date as 1826 rather than 1821, 
changed her name from Jane to Speranza Francesca, loved to 
dress in outrageous costumes, and in conversation was the- 
atrical, witty, and iconoclastic. Wilde’s father was a physi- 
cian who specialized in eye and ear diseases, maintained lit- 
erary interests, wrote textbooks, and was eventually 
knighted. Both Oscar and his brother Willie were adored by 
their parents and seen as destined for great things. 

Oscar’s career certainly justified their faith. After an Irish 
education at Trinity College, Wilde went to Magdalen Col- 
lege, Oxford, where he eventually won the Newdigate Prize 
as well as a rare double First in Classics. These achievements 
were not earned by a dutiful and diligent student but, rather, 
by an insolent rebel who insulted the dons, broke the rules, 
dressed and entertained with lavish profligacy, and studied 
minimally. He also contracted the syphilis that would even- 
tually lead to his premature death. 

His experiences at Oxford in the 1870s were the founda- 
tion on which the remainder of his life was built. Oxford at 
this time was seething with contradictory movements. John 
Ruskin was founding the pre-Raphaelite movement and 
teaching the virtues of morality and medievalism. Walter 
Pater, his rival, was teaching the doctrines of aestheticism 
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and preaching that one should “burn with a hard gem-like 
flame.” Deliciously sinful temptations abounded. The Ox- 
ford Movement was inviting free-thinking young men to es- 
cape to the sensuous rituals and intellectual rigor of Roman 
Catholicism. Homosexuality was prevalent, and it grew nat- 
urally from the love of male beauty fostered through the 
study of the classics. Apart from homosexuality (which he 
adopted only after his marriage in his mid-30s), Wilde ex- 
perimented with all temptations available. 

After he left Oxford to seek his fortune in London in the 
fall of 1878, Wilde’s life continued the upward projectory 
established during the Oxford era. Although only in his mid- 
20s, he established himself as a major presence in London 
society due to his extravagant appearance, his extravagant 
wit, and his extravagant spending. He somehow managed to 
become a well-known writer long before he had published 
anything of substance. Satirized as Bunthorne, he became the 
subject of a Gilbert and Sullivan opera. He hobnobbed with 
the likes of James McNeill Whistler and Lily Langtry. To 
subsidize his failing finances, he set forth on a lecture tour of 
the United States and dazzled American audiences as diverse 
as Walt Whitman, university intellectuals, Eastern establish- 
ment society, and the miners of Leadville by lecturing on 
“the decorative arts” or “the English Renaissance” while 
wearing silk stockings, knee breeches, and a long fur coat. 
On this tour he earned the astonishing sum of $11,210.63, 
which he managed to spend quickly or invest foolishly. 

Wilde both charmed and outraged. Subsequent years ful- 
filled the promise shown in his early 20s, as he produced 
works such as Lady Windermere’s Fan, The Portrait of Do- 
rian Gray, and The Importance of Being Earnest. He quieted 
allegations about his homosexuality by marrying a woman 
and fathering two children, but there were many undercur- 
rents that belied superficial events. Three years after his mar- 
riage, he began to form a series of homosexual ties, culmi- 
nating in the intense relationship with Lord Alfred Douglas 
that eventually led to Wilde’s downfall. The outrageous wit, 
apparently designed to amuse, reflected the mind of an un- 
compromising idealist with a contempt for hypocrisy and 
stupidity. The devotee of fine blue china and elegant apparel 
was also a socialist with a social conscience. 

London society was willing to tolerate Wilde, but only up 
to a point. As the affair with Lord Alfred Douglas became 
more public, arousing the ire of the young man’s father, the 
trajectory of Wilde’s career began its downward turn. In- 
dicted for sodomy, Wilde refused to escape to the Continent 
and determinedly defended his case. Found guilty, he spent 2 
years in jail at hard labor. The pages that describe the Ox- 
ford intellectual and London dandy struggling to survive 
while deprived of books and dressed in rags are truly heart- 
breaking. After his discharge from prison, the many who 
lionized Wilde now avoided him. He was able to publish 
only one further work before his death, The Ballad of Read- 
ing Gaol. The life that began as comedy ended as tragedy. 

Reading this biography arouses many thoughts. A few 
may suggest the other riches contained in it. In eight decades, 
we have moved very far from the era in which Catholicism 
and homosexuality were viewed as the major temptations 
facing our youth; they pale against crack, violence, and 
ghetto poverty. The nostalgia for those more innocent times 
is accompanied by a nostalgia for great figures like Wilde 
who were able to cast long shadows because they had the 
courage to think freely, to express their thoughts, and even to 
suffer the consequences. Our villains today, the insider trad- 
ers and the governmental embezzlers, are both petty and 
truly villainous in comparison. Ellmann’s biographical style 
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is a model of restraint; he presents the facts but never the 
motives. He leaves for us the pleasures of analyzing Wilde 
and pondering the implications of his life. Set against the 
hundreds of interpretive and psychodynamic biographies of 
major figures, Ellmann’s biography of Wilde glows with a 
hard gem-like flame. 


N.C.A. 


Memoirs, by Emil Kraepelin; edited by Professor Dr. H. 
Hippius, Professor Dr. G. Peters, and Professor Dr. D. 
Ploog; translated by Cheryl Wooding-Deane. New York, 
Springer-Verlag, 1987, 238 pp., $28.00. 


I was born on the 15th of February, 1856, in Neu- 
strelitz. My father, Karl Kraepelin, who died in 1882, 
was a music teacher and recited Reuter’s works. I spent 
my youth in very modest circumstances, but with the 
greatest freedom. In the pleasant surroundings of my 
home town, my love of nature and hiking was woken at 
an early age. (p. 1) 


Thus begins the autobiographical memoirs of Emil Krae- 
pelin, the man who, more than any other, has influenced our 
nosologic approach to psychotic and affective disorders. 
Kraepelin was born in the same year as Freud, a man who 
had at least as profound an influence on another branch of 
psychiatry. Yet the bibliography on these two men is strik- 
ingly different. I long ago lost count of the number of bio- 
graphical studies on Freud. This thin volume, finished by 
Kraepelin in 1919 (7 years before his death), published in 
German and English just 1 year ago, is, by contrast, the only 
book-length treatment we have of Kraepelin’s life. 

This is an informal work with a conversational tone. 
Reading it, I saw in my mind’s eye Kraepelin as an old man, 
recounting the events of his life to his descendants. It is not 
a very self-reflective work, nor is it primarily an intellectual 
or scientific biography. We see as much or more of Kraepelin 
at play as at work. He was a great lover of nature and a 
traveller, so there are often lengthy descriptions of his trav- 
els, including those to North Africa and the Far East, which 
were stimulated by interests in cross-cultural variation in 
psychiatric illness. 

The context of the work is the world of academic neu- 
ropsychiatry in Europe from around 1880 to 1920. Many of 
the greats names in this field march through its pages: men 
such as Brodmann, Alzheimer, Bleuler, Meyer, Gaupp, and 
Bonhoeffer. The editors have kindly appended short biogra- 
phies of 320 of the nearly 500 people mentioned in this short 
work, as well as 26 pages of photos. 

A great deal can be learned about Kraepelin from his 
Memoirs. Let me emphasize two points. First, Kraepelin is 
often viewed as a dry, descriptive neuropsychiatrist with no 
interest in mental processes. This is far from the truth. The 
Memoirs outline the profound influence on the young Krae- 
pelin of Wundt, the founder of modern experimental psy- 
chology, in whose laboratory Kraepelin worked for 2 years 
on, among other things, the study of mental associations. 
Although the standard path to a successful academic career 
in late-nineteenth-century German psychiatry was neuro- 
anatomy, Kraepelin followed a different course. He writes, 


Under Wundt’s influence, I began to work more on 


experimental psychological problems. It became in- 
creasingly clear to me that this was a field, which par- 
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ticularly interested me and I finally gave up all ideas of 
working more intensively on anatomical problems. (p. 
28) 


In fact, during this time, Kraepelin decided to give up med- 
icine and psychiatry for psychology. Wundt himself, noting 
the financial insecurities of a nonmedical academic career, 
cautioned the newly engaged Kraepelin against such a move. 
Kraepelin writes, “Although I was set on the idea of becom- 
ing Wundt’s closest scholar, I could not ignore his argu- 
ments” (p. 26). Kraepelin abandoned his plans and pursued 
a career in psychiatry. Wundt also convinced Kraepelin to 
write the first edition of what was to become his world- 
famous textbook. 

Second, this monograph gives us glimpses into the evolu- 
tion of Kraepelin’s clinical approach to psychiatric nosology. 
From the ages of 22 to 26, Kraepelin worked as an assistant 
to Bernhard von Gudden in the District Mental Asylum in 
Munich. While acknowledging von Gudden’s exceptional 
skill in dealing with patients, Kraepelin observed that he 


made no attempt to make any general clinical observa- 
tions. He only really made one single diagnosis with 
certainty, namely that of paralysis, which he based on 
physical symptoms. He doubted and did not accept at- 
tempts to define other clinical syndromes or to trace the 
fine differences in mental behavior; he avoided any ques- 
tions in this context and repeated the answer “I do not 
know.” (p. 13) 


Two years later, on completing the first edition of his text- 
book, Kraepelin noted, “By working on the book, the short- 
comings of my psychiatric knowledge became clear to me 
and I bitterly regretted that I could not fill the gaps by ob- 
servations made at patients’ bedsides” (p. 25). 

Kraepelin’s wish was granted. More than 25 years later, 
world famous and the head of the Psychiatric Clinic in 
Munich, he described his work on the eighth edition of his 
famous textbook. He kept on index cards a concise resumé 
of every patient seen in his clinic. In working on his text- 
book, he would sort and resort these cards. He states, 


The most similar cases were collected into larger or 
smaller groups and the clinical characteristics of these 
subtypes were defined more precisely. Thereby, the he- 
reditary behavior, proven external causes, the distribu- 
tion of age, sex and profession were ascertained. Fur- 
thermore, genetic development, individual physical and 
mental symptoms, the course and outcome were taken 
into consideration. By examining the numbers, | gained 
criteria to judge whether the trial group arrangement 
was justified or should be altered. (p. 156) 


He goes on to describe how this method showed him that 
alcohol-related seizures “should be distinguished from gen- 
uine epilepsy and that they are fundamentally different” (p. 
157). He concludes, 


Large gaps remained and my [nosologic] work would 
have been more fruitful, if I could have filled them. It is 
important to fulfill such tasks in the future. The foolish 
talk of the fruitlessness of clinical psychiatry will soon 
be silenced, when an effort is made to study really large 
and comprehensive groups thoroughly. (p. 158) 
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Many other sides of Kraepelin are revealed in this work, 
from his fervent position against alcohol (which did not en- 
dear him to the influential beer brewers in Munich) and his 
German nationalism to his dogged persistence in establishing 
the first modern psychiatric research institute in Munich. 

The German has been functionally if not elegantly trans- 
lated. Although the reader may need fortitude to get through 
Kraepelin’s lengthy descriptions of his vacations, the effort is 
well repaid for the glimpses they provide of the man and his 
times. We owe a debt to the editors, Springer-Verlag, and 
Kraepelin’s family for this volume. I concur with the hope of 
the editors that its publication may stimulate the production 
of one or more scholarly biographies of this great figure in 
the history of psychiatry. 


KENNETH S. KENDLER, M.D. 
Richmond, Va. 


Psychotherapy: Portraits in Fiction, edited by Jesse D. Geller 
' and Paul D. Spector. Northvale, N.J., Jason Aronson, 1987, 
302 pp., $25.00. 


Shattered Dreams: The Story of Charlotte Fedders, by Char- 
lotte Fedders with Laura Elliott. New York, Harper & Row, 
1987, 246 pp., $17.95. 


The domain of psychotherapy overlaps with those of phi- 
losophy, biography, and fiction. Different forms of popular 
writing have much to teach therapists about helping patients 
and patients about helping themselves. These two books, an 
anthology of fiction about psychotherapy and a journalistic 
biography, represent two types of nonprofessional writing of 
possible use to therapists. 

Psychotherapy: Portraits in Fiction is a collection of liter- 
ary accounts of psychotherapy, each illustrating some aspect 
of treatment. The entries are generally well-chosen, ranging 
from excerpts of the best-selling novels Augusr by Judith 
Rossner and Ordinary People by Judith Guest to one of 
Robert Lindner’s clinical memoirs from The Fifty-Minute 
Hour and including short stories by John Updike, Lillian 
Ross, Joyce Carol Oates, and other, less well-known authors. 


Because the styles vary, each story seems fresh and engaging 


as one reads through the book. The editors offer a brief 
commentary on what each piece teaches about matters such 
as transference, the style of the therapist’s communication, 
sources of patients’ anxiety and resistance, and destructive 
therapist behaviors. They also comment on some of the 
broader issues raised by these descriptions—-for example, the 
analogy between psychotherapy and other forms of symbolic 
healing. 

This is an excellent book for teaching psychotherapy. Its 
vignettes are moving, thought provoking, and inspiring as 
well as cautionary about some of the dangers and pitfalls of 
“the talking cure.” Its only flaw is that the editors never 


discuss the description of psychotherapy as a literary genre ` 


with its own structure, stereotypes, and moral position. This 
oversight raises the risk that novice therapists and curious 
patients may draw erroneous conclusions about the applica- 
tion of fictional principles to life. 

Popular literature can also teach mental health profession- 
als about the conditions that bring patients to seek them out. 
I had hoped that Shattered Dreams, the autobiography of a 
battered wife, might enhance my understanding of battering 
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or be a book to give to patients who have been abused. The 
subject is Charlotte Fedders, the abused wife of a former 
Reagan appointee, whose divorce hearings caused a public 
scandal in 1985. The account has some value in disconfirm- 
ing the misconception that victims of abuse are all lower- 
class women with no families. It will undoubtedly comfort 
some abused women to identify with such a privileged fellow 
victim. Nevertheless, this book is of limited use to profes- 
sionals. í 

Laura Elliott, Ms. Fedders’ coauthor, writes for Washing- 
tonian magazine, and she has a magazine writer’s sensibili- 
ties. Thus, we get a detailed description of Ms. Fedders’ wed- 
ding dress but only the most superficial social analysis of the 
problem of battering. The journalistic technique of objective 
narrative interspersed with quotation is difficult to sustain 
for a whole book. Even in describing the most intensely pain- 
ful incidents, the account seems flat and detached. 

Fedders and Elliott meticulously confirm the current pop- 
ular understanding of battering (the only reference cited is 
Men Who Hate Women and the Women Who Love Them 
[1]), but they take it no farther. 

Family violence is an important psychological and social 
problem, and psychiatry’s response, as shown by the contro- 
versy surrounding the diagnosis of “self-defeating personal- 
ity disorder,” is still incoherent and inadequate. Although 
any account or analysis of a violent relationship merits a 
respectful review, Shattered Dreams falls short on many 
fronts. ~ 
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The Illness Narratives: Suffering, Healing, and the Human 
Condition, by Arthur Kleinman. New York,: Basic Books, 
1988, 288 pp., $19.95. 


Arthur Kleinman, one of the few psychiatrists to be voted 
into the National Academy of Sciences, is a hard-nosed 
scholar, at least as hard-nosed as any psychiatrist can be who 
is also a professor of anthropology at Harvard. In The Illness 
Narratives he explains to patients, their families, and their 
practitioners what he has learned from a career devoted to 
the psychological and social aspects of chronic medical ill- 
ness. 

Through the use of multiple case presentations we learn 
how chronically ill persons deal with their lives. In a remark- 
able chapter on the personal and social meanings of illness, 
Kleinman describes the chronically ill as interpreters of good 
and bad omens, as critics of the artifacts of disease (sputum 
color, stool softness, etc.), as revisionist historians who re- 
figure past events in the light of recent changes, and as myth 
makers who find reassurance in denial and illusion. 

The stories that patients tell and that significant others 
retell to give coherence to the experience of suffering are 
what the author calls illness narratives: 


The plot lines, core metaphors, and rhetorical devices 
that structure the illness narrative are drawn from cul- 
tural and personal models for arranging experiences in 
meaningful ways and for effectively communicating 
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those meanings. Over the long course of chronic disor- 
der, these model texts shape and even create expe- 
rience.... The recurrent effect of narrative on physiol- 
ogy, and of pathology on story, is the source of the 
shape and weight of lived experience. 


Demoralization sets in as patients, perhaps more than their 
physicians, realize the limitations of biomedicine. What can 
clinicians do to remoralize their patients? Clever interpreta- 
tion and particular techniques are not important. Instead, 
Kleinman emphasizes the moral act of empathic witness- 
ing—‘‘the existential commitment to be with the sick person 
and to facilitate his or her building of an illness narrative that 
will make sense of and give value to the experience.” In 
addition, practitioners should try to model courage and “to 
sanction suffering by drawing on irony, paradox, humor, 
and what wisdom they have acquired—including the knowl- 
edge of when to stop.” 

Kleinman disdains simplistic formulas and stereotyped 
manipulation in which patients and their families are treated 
like overly rational mannequins that go through pro- 
grammed stages of illness. The practitioner’s goal should be 
to reduce the frequency and severity of exacerbations during 
the course of chronic illness. He urges clinicians to develop a 
mini-ethnography and a brief life history of the patient, a 
process that serves the additional purpose of remoralizing 
the physician. Next comes an understanding of both the pa- 
tient’s and the clinician’s explanatory model of the illness. 
Only when the different models achieve some sort of syn- 
chrony can the medical psychotherapy occur. Medical psy- 
chotherapy means that the practitioner is with the patient “in 
the ambit of suffering” so that the patient’s expectant faith is 
activated and the highest possible placebo effect is achieved. 
“When the tasks of support, attention to emotional needs, 
and negotiation of an authentic relationship are accom- 
plished in a caring fashion the question of how to do medical 
psychotherapy vanishes. That is the psychotherapy.” 

Although The Illness Narrative is meant to be a popular 
book, no one will mistake it for a Harlequin Romance. With 
extremely rare exceptions, professors cannot write really 
popular books. Rather, I read it as the personal narrative of 
a colleague who has learned from demoralized patients that 
medical practice must be more than nuts and bolts and pills 
and tubes. 

Kleinman states that “there is a moral core to healing in all 
societies that I take to be the central purpose of medicine,” 
and he proposes the restructuring of medical training be- 
cause ‘‘at present many training programs tacitly inculcate 
values and behaviors that are antithetical to the humane care 
of patients.” The vision of a modern-day John the Baptist 
comes to my mind. Kleinman is correct, of course, but who 
will listen to his message? Perhaps the best we can hope for, 
when our time comes to be hooked to the machine, is that the 
hands which turn it on be gentle. And that the hands which 
turn it off be gentler still. 


ARMANDO R. FAVAZZA, M.D., M.P.H. 
Columbia, Mo. 


Bottoms Up! A Pathologists Essays on Medicine and the 
Humanities, by William B. Ober, M.D. Carbondale, South- 
ern Illinois University Press, 1987, 335 pp., $19.95. 


To a dovecote of luminaries that includes Somerset 
Maugham, Charles Lamb, Oliver Wendell Holmes, Conan 
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Doyle, Walker Percy, William Carlos Williams, Lewis 
Thomas, and Oliver Sacks we should add William Ober. 
Essayist and pathologist, Ober belongs to anybody’s list of 
physician-writers who write well. Readers of the more schol- 
arly medical journals have known this for years. 

Ober’s first collection, Boswell’s Clap (1), widened his au- 
dience. So will this new collection, consisting of 13 essays 
that appeared in journals plus a previously unpublished essay 
on Fanny Hill. Ober writes with grace, showing vast erudi- 
tion, and those physicians who wish they had had more hu- 
manities and less chemistry as undergraduates may do so 
even more, seeing how much Ober enjoys himself. Patholo- 
gist by day, scholar by night, Ober comes as close to a schol- 
ar-physician as our age has produced. 

His subjects are drawn from literature, music, the fine arts, 
history, and anthropology. He begins with a history of flag- 
ellation as depicted in art and ends with comments on pla- 
centophagy. Between are excursions into ancient practices of 
weighing the heart, a rousing essay on French poets and their 
ruin by absinthe (among other things), and the role of expert 
witnesses in seventeenth-century law courts. The book 
abounds with psychopathology—melancholia, masochism, 
hysteria, and autoerotic asphyxia. Ober writes, “I’ve spent 
much of my life as a witness to peccata mundi . . . . It took 
me many years to recognize that in this world there is more 
psychopathology than anatomic pathology.” (Given a choice 
between a Latin phrase and a perfectly good English word he 
often opts for the former, a failing that can be overlooked in 
a book so elegantly written.) 

Ober’s subjects may be drawn from ancient history but his 
messages remain cogent. Anyone who reads his chapter on 
flagellation—a practice dating to classical times and often 
applied to the young—will realize that beating children has 
been perceived as child abuse only in recent years; for cen- 
turies it was admired as “domestic discipline.” 

From earliest times flagellation was also eroticized (hence 
the title, Bottoms Up!). According to legend, when Aristotle 
told Alexander the Great that he should pay more attention 
to his army and less to his wife, Phyllis, she seduced Aristotle. 
There is a medieval woodcut depicting Phyllis, naked, riding 
Aristotle, also naked, like a horse. A horse’s bit is in 
Aristotle’s mouth and a whip is in Phyllis’s hand. Even the 
flogging of Jesus was sometimes depicted as erotic. In the 
recent past Norman Rockwell and The Saturday Evening 
Post showed mothers spanking their young. Even these ex- 
amples of “domestic discipline” conveyed something sexual. 
Leopold Bloom in Joyce’s Ulysses said that spanking pro- 
duced a “warm, tingling glow without effusion.” Ober spec- 
ulates that buttocks-beating stimulates circulation to the pel- 
vis generally, “hence its erogenous effect.” Whatever the 
motive for flagellation, it seems to satisfy a human need. If 
this was ever in doubt, Ober’s 40-page essay on the subject 
would convince anyone. 

Ober is clearly attracted to the kinky but handles his sub- 
jects with taste and even humor. His chapter on autoerotic 
asphyxia is a classic monograph on this arcane subject. 
When a man dies by hanging he sometimes has an erection 
and ejaculates. In Ulysses Joyce describes the aftermath of a 
hanging: “A violent erection of the hanged sends gouts of 
sperm spouting through his dead clothes onto the cobble- 
stones. Mrs. Bellingham, Mrs. Yelverton Barry and the Hon- 
ourable Mrs. Mervyn Talboys rush forward with their hand- 
kerchiefs to sop it up.” William Burroughs offered a similar 
scene in Naked Lunch (2). Ober speculates about the phys- 
iology of this occurrence and debates whether it happens 
more often if the rope is placed under the chin or under the 
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ears. But his main point is that some people (who knows how 
many) hang themselves just short of death in order to achieve 
an erection and then masturbate. There have been accidents, 
and Ober says that aficionados are examined more often by 
pathologists than by psychiatrists. 

Little has been written about the practice; Ober gives only 
two references. However, while reading this book, I was 
concurrently reading a thriller by Thomas Harris. Almost i in 
passing, Harris describes an act of-erotic hanging. Perhaps 
autoerotic asphyxia belongs in DSM-IV. If so, the architects 
could construct a category entirely from Ober’s account, in- 
cluding natural history, demographics, and prognosis. 

The book includes more than 100 fine illustrations; most 
are rare and consist of woodcuts, paintings, copper engrav- 
ings, caricatures, and the male and female forms of the man- 
drake root. If children happen to thumb through the book 
they will encounter at least 13 scenes of coition, but long 
experience scanning the convenience store Penthouse should 
have left them pretty jaded by now. 
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Becoming a Doctor: A Journey of Initiation in Medical 
School, by Melvin Konner. New York, Viking-Penguin, 
1987, 390 pp., $19.95; $7.95 (paper). 


In an earlier work, The Tangled Wing (1), Melvin Konner, 
an anthropologist, wrote brilliantly about his belief that “We 
[humans] are losing the sense of wonder, the hallmark of our 
species and the central feature of the human spirit.” The 
reason, he reckoned, “is simply that the human spirit is in- 
sufficiently developed at this moment in evolution, much like 
the wing of archaeopteryx [an extinct bird/reptile] . . . . We 
must try once again to experience the human soul as soul, 
and not just as a buzz of bioelectricity; the human will as 
will, and not just as a surge of hormones; the human heart 
not as a fibrous, sticky pump but as the metaphoric organ of 
understanding.” ` 

In Becoming a Doctor, Konner—still the anthropologist 
but also now the physician—repeats this theme and again 
takes human creatures to task. But here he singles out those 
of us who have selected the profession of medicine as a ca- 
reer—a narrow, unreflective, emotionally sterile way of life 
where we constantly drift on our “sturdy boat of medicine, 
farther and farther away from the shore of common human 
experience.” 

Konner’s view of a physician’s way of life is quite a bit 
different from that of Sir William Osler, whose essay, “A 
Way of Life,” written at the turn of the century, revealed a 
breadth and depth of the human soul that was thought to be 
characteristic of the “compleat” physician, the humanist. 
What has happened in the interim that has, according to 
Konner, “rendered American medicine a spiritual wasteland 
and its practitioners impotent to confront matters of life and 
death other than with a test or a drug or a scalpel”? 

- This question begs for an answer throughout the whole of 
this well-written, rivetingly interesting, and very disturbing 
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book. The author hints that advanced technology might be 
taking the rap and that the public’s unrealistic expectation of 
near-perfect health and “cure” is the main culprit. But his 
major brief—and indeed what the core of this book is 
about—is that the American medical educational system is to 
blame: the lack of humanistic physician role models for med- 
ical students, “the style of medical-education-as-assault-on- 
memory,” the physically brutal and stress-inducing rights of 
passage of medical school and residency. 

Now, all this is not new stuff. Most meetings of the Amer- 
ican Association of Medical Colleges are concerned with it. 
Most medical school deans decry it, and many present and 
former students chronicle it, just as Dr. Konner has done. But 
few have done it with such bitterness, with such sorrow, and 
with such force. 

What is new and different about this book is that the 
author throws in the towel. He wants no part of American 
medicine any more, at least as an active player in clinical 
practice. Such was the intensity of his emotional struggle 
during medical school; such was his sense of frustration and 
ultimately his sense of failure to make a difference. 

How can we understand this powerful transformation? 
What exactly robbed Konner of his desire to be a physician? 
What lies behind his statement that “I would not want my 
daughter or son to be one or to marry one”? 

In the first place, it is not at all clear that Konner began 
medical school wanting to practice as a physician. As a boy 
he wanted to be a doctor, but during college his interests 
were drawn to war, famine, and oppression (“cancers on the 
human soul”), and these “proved more compelling to me 
than any physical illness.” He therefore began his study of 
anthropology. Not until his mid-30s, when he was a tenured 
professor of anthropology at Harvard, did he decide to go to 
medical school. But he did so with the "idea of wrnig a book 
about his experiences. 

I suppose it is not surprising that I started off not liking the 
book or the idea behind the book. As a physician I felt that 
my profession had been subjected to anthropological scru- 
tiny and that there was perhaps hostile intent (not unlike, I 
suppose, the initial reactions of the earlier objects of Kon- 
ner’s study, the !Kung San [Bushmen] of Africa). In the pref- 
ace Konner makes it clear that he is “angry and disen- 
chanted”? with American medicine and that he knew the 
book he would write “would be critical of American medical 
training and also of modern medicine.” He was aware that 
the book “entails enough criticisms of medicine to alienate 
me from most American doctors,” but he appeals to a more 
“natural constituency” for him, namely, patients, “because I 
tend to identify with victims.” 

These surprising acknowledgments are examples of the 
author’s stunningly candid introspections scattered through- 
out the book. No doubt his statement that he identifies with 
victims explains why there is so much pain in the book and 
so little joy, happiness, excitement, or a sense of fulfillment. 
Maybe it explains why the tone of his writing and examples 
of his life during medical school are filled with guilt, frustra- 
tion, impatience, and resentment. 

At one point, when describing a clinical vignette of an 
elderly, demented patient in pain whose moans went un- 
heeded by a doctor, Konner writes, “One sees terrible things 
in medicine, and this was far from the worst I saw.” Yes, 
indeed, Dr. Konner, one does see terrible things in medicine, 
but also joyous, emotionally gratifying, and wonderful 
things, and I do regret your medical school experiences pro- 
vided you so few examples of them. 


The reader, after suffering through the first few’ ee is 
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quickly caught up in a vast array of clinical vignettes drawn 
from the author’s clerkships on all services. Although the 
author uses pseudonyms, the venues are clearly Harvard 
Medical School and its affiliated Massachusetts General, 
Beth Israel, and McLean hospitals. For the most part, the 
faculty attendants are abrupt and cold, the house staff are 
harried and stressed, the students are embattled, and the 
patients are all heroic, courageous, and, yes, victimized. Nev- 
ertheless, the clinical stories are riveting, with just enough 
explicative material concerning diseases, laboratory tests, 
procedures, acronyms, and house officer slang to make the 
lay reader really feel the intensity of a hospital environment 
(and for the physician long since graduated to be transported 
back into that bittersweet intensity). 

In this midsection of the book the author is less polemic 
and strident and actually seems to enjoy his work on some 
services, especially obstetrics. The psychiatric rotation is 
dealt with straightforwardly. The ‘theoretical chaos” that 
currently afflicts the specialty is described, but on the whole 
psychiatry comes off well. 

The same cannot be said for internal medicine, where fail- 
ures of communication (read poor doctor-patient relation- 
ships) abound. The most meaningful clinical vignettes are 
those which deal with the dying patient, where communica- 
tion often breaks down under the strain of maladaptive de- 
fenses (usually on the part of the doctor). 

This anthropologist-physician-author is an especially as- 
tute observer. The best of his observations have to do with 
his own emotional reactions to clinical problems and to in- 
teractions with colleagues. He deals honestly with even the 
most disturbing feelings, like guilt, narcissism, envy, petty 
jealousies, and selfishness. It is this feature of the book which 
makes it especially valuable—and even clinically useful—for 
psychiatrists, especially consultation-liaison psychiatrists. 

Throughout the book Konner brings anthropological per- 
spectives to clinical phenomena. For example, he states that 
“the cephalopelvic crunch of difficult childbirth was the leg- 
acy of imperfect human evolution” and then explains why 
the weight-bearing pelvis of humans is less than ideal for 
giving birth. 

As the anthropologist-author looks at the stress, sleepless- 
ness, fatigue, and painful life distortions characteristic of 
house staff training he observes that the effect of clinical 
training is to alienate the doctor from the patient, so that, “in 
a real sense the patient becomes the enemy.” Konner finds 
anthropological similes among the !Kung San, where those 
men who would become healers take great risks and expe- 
rience great pain when they are learning so that their confi- 
dence to heal comes through their own pain. “The doctor has 
paid for the power [to heal] with [his own] suffering.” 

In his concluding chapter, Konner is particularly insightful 
about his somewhat patronizing, at times distorted view of 
the medical profession. He writes that after completing med- 
ical school he 


tends to see all people as patients. My stance toward 


people .. . now has a large component of a desire to 
find out what is wrong—something is wrong with 
everyone—and to try to make it right... . Call it pa- 





tronizing, call it a grotesque distortion of human re- 
lations, call it a transparent psychologic defense; 
nonetheless it is real, and I expect it is common. 


How common it is, I don’t know. But what surely is un- 
common is the author’s searingly harsh look at himself and 
what happened to him in medical school. 
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Konner also writes of talking with a friend who, like him- 
self, was a middle-aged academic and contemplating en- 
trance to medical school. “I tried to get him to see how 
difficult it was, and how it could fail in different ways to live 
up to his expectations. Practical work that was basically a 
holding action against a tide of chaos was not necessarily 
more satisfying than intellectual work that had some hope of 
making the world a better place.” 

What now can we understand about Konner’s decision to 
give up medicine? Only that Dr. Konner is on a mission to 
make the world a better place. And, for this brilliant, tal- 
ented, and sensitive man who obviously would make a su- 
perb clinician, one patient at a time is not enough. 

I think this is medicine’s loss. I hope it is the world’s gain. 
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To Do No Harm: A Journey Through Medical School, by 
Philip Reilly, M.D., J.D. Dover, Mass., Auburn House, 
1987, 292 pp., $24.95; $16.95 (paper). 


The word “doctor” has at least seven meanings. The first 
two of these, “teacher” and “healer,” are fairly well-known 
to most of us. There is, however, one surprising meaning: “‘a 
fresh breeze that sweeps into a room and refreshes it.” 

This is how this riveting, sometimes too harshly honest 
book grabs me. As one of the 74 men and 28 women who 
made up the freshman medical class at Yale in 1976, Dr. 
Reilly imposed on himself a Spartan regimen of harsh, 
dogged dissection of himself and, to a lesser extent, his teach- 
ers, patients, and fellow students. This he meticulously did 
for 4 years with the thoroughness and irreverence of a doctor 
of jurisprudence. 

Now Medical Director at the Eunice Kennedy Shriver Cen- 
ter for Mental Retardation in Waltham, Mass., Dr. Reilly’s 
fervor for the areas of genetics, law, and social policy was 
evident during his first 2 years of medical school in his fris- 
sons of cross-examining his subjects’ ethical, pecuniary, and 
world-view ethos and pathos. Other than changing his sub- 
jects’ names and altering some anecdotes to protect their 
privacy, he resisted the recurrent urge to edit his daily logs. 
The result is a play that resonates with the authentic tension, 
agony, and what the Greeks referred to as the thaumazein 
(overwhelming wonderment) that accompanies being “of- 
fered a front row seat on life . . . where floundering is a way 
of life.” 

Although he flippantly dismisses psychiatry as a potential 
specialty in favor of internal medicine, Dr. Reilly has the 
Shakespearean breadth of interest in human beings that al- 
lows him to “read people’s mail.” He has the gift of captur- 
ing the substance of a person’s psyche with a well-turned 
phrase adorning short, clipped, discerning sentences. He 
quickly pierces through the tartufferies of the weird dances of 
power that characterize such traditional medical rituals as 
“morning rounds” and the clinicopathological conference. 
His acerbic description of the bantam rooster and Machia- 
vellian power prancings of the staff of an inpatient psychi- 
atric unit is truly perceptive. It makes me, as a psychiatrist, 
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wince with the shame of recognition. “Depending on the 
level at which you play,” he says, “‘there are different ways to 
look good.” The third-year medical studert has to 1) dress 
neatly, 2) always carry index cards containing all laboratory 
results of all patients whom the student is following, 3) al- 
ways look at the house officer who is speaking, 4) ask no 
fewer than one but no more than three questions during 
rounds, 5) never answer a question first, 6) never appear to 
be competing with fellow students, and 7) never challenge a 
resident’s wisdom, especially if the student knows the resi- 
dent is wrong and he or she is right. 

“For extra credit,” Reilly says, “one should always carry 
unobtrusively some blank index cards, pens, a pocket flash- 
light, gauze pads, and sterile tongue blades (this list changes 
when one is doing a surgical clerkship).” 

As an anxiety-laden event, he likens the ñrst time he pre- 
sented at rounds as an experience that “ranks somewhere 
between losing your virginity and skydiving.” 

Flirting with the Weltzschmerz that Tennyson alluded to 
of the deafening roar in the silence between blades of grass, 
the young medical student faced with his first failed “code” 
pines, 


It seemed unfair for all of us to have lett Mr. Malone 
just lying there in the mess we had made. It would take 
just a few minutes to clean the place up .... I shook out 
the sheet and covered him to the neck. Then I turned his 
head away from the harsh hallway light so that his dead 
eyes could look out the window at the stars. 


Although he laments that all the whirling-dervish-like 
changes and challenges he faced left little time for reflection, 
the lessons, as by osmosis, seeped. through: 


I learned a lot about medicine and a great deal about 
death ... [but] the most important lessons I learned 
were about what it means to be a patient.... As I 
walked the wards and talked with patients, I realized 
how profoundly one’s life changes upon entering a hos- 
pital. 

Recently a nonphysician told me thar his greatest fear 
in getting old was “becoming dehumanized” by doctors. 
He wondered, “Do physicians go to different hospitals 
than the lay public or are they more emctionally resil- 
ient?” 


Most of all Reilly learns humility: the exposure to clini- 
cians and other teachers who teach by ridicule, the fact that 
being a doctor means living a life of constant states of un- 
certainty and preoccupation: “Frankly, it is a lesson that at 
times I resent having had to learn,” and the realization that 
“the patient’s ‘will’ to live just might matter as much as some 
of the folks in ‘holistic’ medicine argue. He had arrived with 
a treatable illness and declined steadily regardless of our best 
medical efforts. He just was not interested in living.” He also 
comes smack face to face with the principle of distancing or 
the cooling-out process that some doctors learn as a way of 
dealing with their feeling of impotence: 


The “system,” which controls the way that doctors 
must work in hospitals, does not permit much time or 
energy to be devoted to the task of caring. If you acqui- 
esce to the system your time is spent gathering data. 
Medical care is premised on the accumulation of 
facts ...a physician has little time left for talking with 
or comforting them [patients]. 
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How odd to be endowed with power by others, yet to 
feel so powerless inside. 


As a fitting soliloquy on the harsh realities of economics 
and the illusion of false certainties bred by scientific ad- 
vances, Dr. Reilly mourns the discounting of the basics of 
bedside medicine that his surgeon father undoubtedly taught 
him: 


Shifting the focus from the patient’s face to the com- 
puter printout . . . . I particularly worry about the art of 
clinical medicine. I finished my subinternship still ro- 
mantically committed to the classic image of the physi- 
cian—a concerned person with special knowledge com- 
mitted to helping his fellow man. Perhaps no physician 
can be taught how to care, but medical schools need 
always to try. 


All of which really proves what Kenneth Vaux (1) ob- 
served in his critique of the Lammers and Verhey book (2): 
that medicine is fundamentally a theological enterprise that 
expresses beliefs and values regarding what is good for hu- 
man beings, “their wellness or wholeness, freedom and sac- 
rifice, justice and mercy, healing, helping, and harming—all 
at root theological qualities.” 

This is a book for all readers: the lay person'who sooner or 
later will be a patient, the student thinking about entering the 
hallowed and harrowing warren of medicine as a practi- 
tioner, the lawyer who also must first do no harm in pro- 
tecting a client from our harm, and the practitioner, no mat- 
ter how far removed from the journey through medical 
school. By retracing the path so grimly paved with razor’s 
edges, he or she will be reminded that medicine is not for 
timid souls who choose to hug the shore to do no harm. 

As Bernie Siegel said, “Death isn’t failure. Not living is.” 
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Changing Faces of Madness: Early American Attitudes and 
Treatment of the Insane, by Mary Ann Jimenez. Hanover, 
N.H., University Press of New England (published for Bran- 
deis University Press), 1987, 208 pp., $25.00. 


There has been a curious cantankerousness among modern 
historians of psychiatry—a mixture of quixotic anger at so- 
ciety for what they perceive as the callous-extrusion of the 
insane from its midst, with an impassioned denunciation of 
psychiatrists for allegedly pursuing selfish professional ends 
by creating asylums and then confining the mad within their 
walls. For those of us responsible for the care of the mentally 
ill, these accusations have a hollow ring, and: the outrages 
perpetrated on mental patients, instead of being the product 
of societal or professional maliciousness, seem measures of 
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despair arising from our ignorance of the cause and cure of 
psychiatric illness. It is refreshing, therefore, after two dec- 
ades of listening to Foucault and his disciples, to discover a 
historian who is more concerned with describing the com- 
plexities of mental disorders than with ascribing blame for 
their existence. 

As Dr. Jimenez tells us in the preface to her thoughtful and 
eminently readable volume, she came to the history of psy- 
chiatry from a clinical background as a social worker, where 
her disillusioriment over the ineffectiveness of treatment 
prompted her to examine the historical origins of modern 
approaches to mental illness. Changing Faces of Madness is 
the result, and, as the subtitle, Early American Attitudes and 
Treatment of the Insane, implies, her primary focus is on the 
history of the management of insanity in America before the 
flowering of the asylum movement in the nineteenth century. 
Unlike many of her contemporaries, Dr. Jimenez is not pre- 
occupied with the theme of the asylum as an instrument of 
social control, but is concerned with searching out the fac- 
tors that led to its creation. As a consequence, the reader is 
treated to an illuminating panorama of societal attitudes 
toward the mentally ill and their treatment throughout the 
eighteenth and early nineteenth centuries. During this time, 
of course, America moved from being a relatively pastoral 
British colony to an increasingly industrial nation in its own 
right. Against this shifting historical background, social at- 
titudes toward insanity went through similarly changing 
phases of development. When they came into being, asylums 
and their correlative moral treatment initially reflected an 
enlightened advance in the understanding and management 
of insane patients. It was only when American society be- 
came more complex and institutions more crowded (as Dr. 
Jimenez’s “Epilogue” suggests) that the humanitarian and 
therapeutic environment of the asylum was lost and mental 
hospitals were gradually transformed into soul-deadening 
and dispiriting custodial warehouses. 

If Dr. Jimenez’s treatise is useful for its scholarly narrative 
of historical events, it is notable, too, for its clinical and 
historical perspectives on the problem of mental illness. Her 
account of our forebears’ response to insanity and the insane 
suggests that we have ourselves not progressed very far in 
our management of mental patients. Nineteenth-century asy- 
lums, as Dr. Jimenez shows us, arose in large part as a means 
of meeting society’s growing need to isolate and confine the 
insane in as humanitarian a fashion as possible. Our modern 
disillusionment with that solution has led us to reverse the 
process of confinement through deinstitutionalization. 
“Yet,” as Dr. Jimenez comments in her concluding remarks, 
“our communities cannot accept and absorb them, any more 
than could Salem, Massachusetts in 1820. The insane live in 
conditions that are often no better and sometimes worse than 
those inside the mental hospital; sometimes homeless, often 
exploited, they are shunned by the rest of us” (p. 139). 

History teaches us the hard lesson that progress is more 
often illusion than reality. With respect to our management 
of the insane it suggests that we are perhaps no further along 
than we were 200 years ago-—indeed, may have been trav- 
elling in circles. This should come as no surprise. Mental 
iliness is, after-all, a chronic disorder, society’s response to it 
is inevitably ambivalent, and our measures for dealing with it 
are still only partial and palliative. The Narrenschiff of old is 
still afloat in spirit, and whether drifting rudderless on inner- 
city streets or confined in the dry dock of asylum, it is des- 
tined to remain in service until psychiatric research provides 
us with a more profound and useful knowledge of the etiol- 
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ogy of insanity. Dr. Jimenez’s book is a cogent reminder of 
tkat painful fact. 


J.C.N. 


Russian Drinking: Use and Abuse of Alcohol in Pre-Revolu- 
tionary Russia, by Boris M. Segal. New Brunswick, N.J., 
Rutgers Center of Alcohol Studies, 1987, 366 pp., $29.95; 
$19.95 (paper). 


Like the Americans, the Russians have always had mixed 
feelings about alcohol. “Drinking is the joy of Russia,” ob- 
served a Russian prince 1,000 years ago. Drinking, for oth- 
ezs, has been the great Russian tragedy. “If you were to 
search the whole world over, nowhere could you find such a 
vie, repulsive and terrible drunkenness as exists here in 
Russia,” said a seventeenth-century priest (who was exiled to 
Siberia for saying it). In the United States the early Puritan 
Divines thought alcohol, by and large, was good for you. The 
later clergy thought it was bad indeed. 

This splendid book by a Russian émigré, now a professor 
of psychiatry at New York Medical College, examines the 
history of drinking in Russia from the first Russian river 
cities in the eighth century to the 1917 Revolution. In his 
introduction, Mark Keller says that although he felt he knew 
everything he needed to know about alcohol, he found he 
learned a lot more after reading the book. The scholarship is 
inexhaustible. One learns that in old Russia, blood repre- 
sents rain, while bees stand for lightning. Rain also repre- 
sents fermented honey (mead). The Russians’ first occupa- 
ton was beekeeping, so it is probably no accident that mead 
was their favorite drink. The Russians acquired their famous 
crinking style (bottoms up) from the Vikings who ran the 
country for three centuries. The book is crammed with such 
bre. 

Segal’s sources include old books, memoirs, statistical re- 
ports, political pamphlets, and literary works. There are 372 
references with no padding. This book took many years to 
write, and the result is a densely informative volume about 
much more than drinking: Russian history, mythology, ety- 
mology, and statistics about alcohol consumption in centu- 
ries past. 

A strong sense of déjà vu pervades the book. Reading 
about the nineteenth century, one finds that research done 
then is being done now. Nineteenth-century arguments 
about the disease concept parallel those going on today. 
There were even turf wars. One hundred years ago physi- 
cians considered alcoholism a disease, psychologists consid- 
ered it a bad habit, and sociologists blamed society. 

Then, as now, there was talk about prevention. The au- 
thorities raised alcohol taxes. It didn’t work. They sponsored 
anti-alcohol lectures. It didn’t work. They established thou- 
sands of tea houses, hoping people would drink tea and not 
alcohol, but they ultimately became places to meet prosti- 
sutes. One ploy was to keep prices constant while gradually 
decreasing the alcohol content in beverages. Weak beer, it 
was felt, would eventually replace vodka as the national 
drink. It didn’t. 

Studies were conducted to determine why people drank so 
nuch. One study found that people drank because they were 
vored. The Tsar increased the number of theaters and librar- 
ies so there might be less boredom. The drinking kept on. 

Segal finds much in common between Russian and Irish 
drinking practices. The Irish also learned how to drink from 
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the Vikings. The clergy in both countries took a tolerant view 
of drinking. Better that young men drink, it was felt, than 
prowl the countryside seducing young women. In both soci- 
eties people drank to become intoxicated. The concept of 
social drinking hardly existed. 

Segal concedes, however, that not even the Irish drank as 
much as ‘the Russians. Russia has been saturated with alco- 
hol since there has been a Russia. In the old days you could 
get a whole village to work all day for a pail of vodka. Segal 
quotes the following description of Russian drinking written 
long before the Revolution: 


When the Russian is born, when he marries or dies, 
when he goes to court or is reconciled, when he makes 
a new acquaintance or parts from an old friend, when he 
negotiates a purchase or a sale, realizes a profit or suffers 
a loss—every activity is copiously baptized with vodka. 
But this is not all. At any holiday or at the end of the 

, working day, the Russian is drawn to the street, to other 
people; a company gathers, vodka is bought: conversa- 
tion runs smoother and livelier over a drink. And so, 
vodka, vodka, vodka . . . an ocean of alcohol. The Rus- 
sian spends his entire life, from cradle to coffin, bathing 
and swimming in the drunken sea. (p. xviii) 


Have matters improved since the Revolution? The Com- 
munists blamed alcoholism on capitalism and for 50 years 
said there was no alcoholism in Russia. Then, some time ago, 
alcoholism became an official Russian problem. Mikhail 
Gorbachev wants the Russians to drink less. He has raised 
taxes on alcohol and shortened the time liquor stores are 


open. The result is a shortage of sugar (moonshine has be- . 


come popular) and a plethora of jokes. One joke: A long line 
of people are queued up to buy vodka. A man at the end of 
the line announces that he is going over to the Kremlin to 
shoot Gorbachev. He returns in a few minutes and takes his 
place in the queue. “Well, did you do it?” asks a comrade. 
“You must be joking,” the would-be assassin replies. “The 
line over there was even longer.” 

Drinking remains the joy of Russia, and its curse. May 
Gorbachev have better luck with arms control. 


DONALD W. GOODWIN, M.D. 
Kansas City, Kans. 


Homes for the Mad: Life Inside Two Nineteenth-Century 
Asylums, by Ellen Dwyer. New Brunswick, N.J., Rutgers 
University Press, 1987, 304 pp., $32.00. 


Early-nineteenth-century psychiatry has been character- 
ized as the “cult of curability.” It was hypothesized that 
moral therapy—-removal of the mentally ill from the im- 
moral, stressful, and unhealthy environments of the local 
counties and placement in a moral, peaceful, and healthy 
setting—would be curative. At that time, the care of the 
mentally ill in the state of New York fell upon families and 
local counties. To provide a place for the treatment of the 
mentally ill, the state founded the Utica Asylum in 1843. 
Over time, it became obvious that there were going to be 
many “incurables” and that a humane setting was needed for 
them. So New York decided to establish Willard Asylum for 
such patients in 1869. 

Relying largely on primary sources, Ellen Dwyer has un- 
covered a wealth of material on the medical, political, and 
economic factors that led to the establishment of Utica Asy- 
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lum and Willard Asylum, on the philosophy and character of 
their psychiatric leadership, and on the conditions of these 
asylums up to 1890. 

Dwyer’s description makes it clear that the nineteenth- 
century asylum sometimes was a loving, orderly, physically 
healthy refuge where the mentally ill spent their days in use- 
ful productivity until they left the asylum curéd; and that the 
asylum sometimes was a tyrannical, terrifying, filthy, uncar- 
ing institution where the mentally ill died: from physical 
abuse. For most, the asylum was a monotonous institution 
that by today’s standards sounds very harsh. When one re- 
views, however, the living standards of the non-mentally-ill 
as reflected in the living conditions of the asylum’s aides, one 
realizes that the life of the non-mentally-ill was also harsh. 
Aides at Utica and Willard arose at 5:30 a.m., cleaned the 
patients, ate with them, participated in their schedules for the 
rest of the day, and completed their workday in theory after 
16 hours, going to their bedrooms on the ward, where they 
would be awakened periodically to manage disturbed pa- 
tients. The pay was less than $1.00 per day. Aides were 
allowed two evenings off per week, every third Sunday off, 
and an additional half day off duty each month. The patient- 
to-staff ratio was about ten to one. 

Despite the many problems and conditions of the nine- 
teenth-century asylums in New York, Dwyer concludes that 
“twentieth-century state mental hospitals were to be very 
different from and, despite scientific advances, less dynamic 
institutions than their nineteenth-century predecessors” (p. 
212). 

While the early nineteenth century was the era of the “cult 
of curability,” the late twentieth century might be called the 
“cult of communitiability,” the belief that all mentally ill 
patients can best be treated in the “community.” As one 
follows Dwyer’s description of the cult of curability eventu- 
ally giving way to states being asked to provide asylums for 
the chronically mentally ill, so we are seeing the cult of com- 
munitiability give way to the states again being asked to 
provide asylums (group homes and so forth) for the chron- 
ically mentally ill. 


ROGER PEELE, M.D. 
Washington, D.C. 


Before Freud: Neurasthenia and the American Medical 
Community 1870-1910, by F.G. Gosling. Urbana, Univer- 
sity of Illinois Press, 1988, 185 pp., $22.95. 


Something was ailing young George Beard. Only 17,‘and 
already he suffered “many of the symptoms he was later to 
recognize in his patients—ringing in the ears, pains in the 


. side, dyspepsia, nervousness, morbid fears, and ‘lack of vi- 


tality.’ For 6 years his discomforts continued, perhaps 
prompted by his devotion to champagne and tobacco and his 
indifference to spiritual concerns. These were all anathema in 
the austere household of his father, a Congregational minis- 
ter. In any event George Beard’s symptoms disappeared for- 
ever the year he entered medical college. But their memory 


„remained indelible, and by 1869, 3 years after graduating 


from the College of Physicians and Surgeons of New York, 
he bestowed a name upon the illness. Neurasthenia became 
so widely diagnosed in the United States that it once was 
called “the American disease.” 

A term now virtually forgotten (DSM-III mentions it only 
in the index as a passing reference to dysthymic disorder), 
neurasthenia was “used to characterize practically every 
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known specific emotional disorder short of outright insanity, 
from simple stress to severe neurosis.” The features of this 
long-dead disorder, whose name means “nervous exhaus- 
tion,” are reanimated in this interesting, attractively pro- 
duced volume. 

But this is no ordinary history of a defunct malady. Pro- 
fessor Gosling has extracted data from the case reports of 
some 307 patients witn neurasthenia described in different 
medical journals between 1870 and 1910, He uses these data 
to good effect. We learn a lot about the disorder, and some- 
thing more about the physicians who diagnosed and treated 
it. Gosling even wrings value from the vital statistics of the 
authors of 332 journal articles of the day describing different 
aspects of neurasthenia. (Fortunately for him, this was in the 
era when single authorship still reigned supreme, before most 
scientific articles were signed by Matthew, Mark, Luke, et 
al.) 

The causes of neurasthenia invoked by the physician-au- 
thors are instructive: overwork for a third of males but for a 
much smaller fraction of females (for nineteenth-century 
doctors, women’s work wasn’t really working). Among the 
lower classes the culprits were sexual excess, alcohol, to- 
bacco, and drugs. Anxiety, ambition, and sedentary habits 
each contributed a share to the development of this once 
popular scourge. 

Improvement or cure was reported in two-thirds of men 
and three-fourths of women. Treatment was often by elec- 
tricity, by drugs (nux vomica—strychnine—was a favorite), 
and by the most appalling of operations. But other, less rad- 
ical, but in some ways no less harmful “therapies” were 
employed. Consider the Weir Mitchell rest cure, which re- 
mained in vogue for decades, Kept at absolute bedrest for 
weeks at a time, the patient was fed a diet of fermented 
camel’s milk; assaulted with cold rubs, wet packs, and pas- 
sive massage to “rouse the circulation”; and in general en- 
couraged to become totally dependent upon her physician. 
(“Her” is literally correct, inasmuch as most men categori- 
cally refused to follow the treatment plan.) But Gosling’s 
data show that as time wore on, physical treatments lost 
favor and were gradually supplanted by psychological man- 
agement, Although the psychotherapy was a lot less sophis- 
ticated than orthodox analysis of a later era, it was never- 
theless at least as effective as camel’s milk for the 
late-nineteenth-centuty neurasthenic patient. 

By the 1900s the diagnosis had become a catchall, increas- 
ingly bestowed only upon the poor by overworked clinic 
doctors. (Do we ever use diagnoses like this today?) The 
history takes us up to 1910, when interest in neurasthenia 
began to wane. Within a few years it had disappeared en- 
tirely. Professor Gosling doesn’t ask this question, but his 
admirable book makes one wonder, What has happened to 
the legions of patients who would have been immobilized, 
purged, and electrified by our predecessors? 

Among the many patients described in the text we recog- 
nize a number of clear-cut disorders—phobias, panic disor- 
der, somatization disorder, depressions with and without 
melancholia, posttraumatic stress disorder, and the occa- 
sional mania. Many cases of “neurasthenia” may still be 
with us in other guises, masquerading as cases of major de- 
pression, dysthymia, and borderline personality disorder. 

irty-nine percent of neurasthenic men, Gosling writes, 
were on the “borderland” of insanity.) One wonders which 
of these disorders are too ill-defined or too indiscriminately 
applied today to bear up under the scrutiny of some medical 
historian a century from now. And in the fullness of time will 
the grandchildren of our successors, driven by humankind’s 
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unquenchable thirst for answers, still be making diagnoses 
that will be discarded by their descendants? I suspect they 
will, even as we do now, in the enlightenment of this golden 
era, after Freud. 


JAMES MORRISON, M.D. 
San Diego, Calif. 


PHILOSOPHY AND SOCIETY 


Origins of Human Aggression: Dynamics and Etiology, ed- 
ited by Gerard G. Neuman, Ph.D. New York, Human Sci- 
ences Press, 1987, 191 pp., $29.95. 


On the day I finished reading this book, a young woman 
walked into a grammar school in Winnetka, Ill, carrying 
two loaded pistols. She lined the children up against a wall 
and proceeded to fire pointblank, killing one and critically 
wounding many others. I wanted some answers. This book, 
unfortunately, offers none. 

The book’s basic argument is that we are biologically re- 
lated to lower animals and that to the degree animals are 
prone to aggressive acts so are we. The centerpiece of the 
argument is that the human brain reflects three evolutionary 
formations—reptilian, paleomammalian, and neomamma- 
lian components. Reptiles and other animals kill; therefore, 
the argument goes, we all have the killer instinct. This argu- 
ment is embellished with comparisons of the goose-step gait 
of the Komodo lizard and the Nazi murderer, the cannibal- 
ism and infanticide of certain animals and primitive man, 
and a discussion of the fact that we share 99% of our gen- 
otype with apes. It is claimed that we are all vulnerable to 
this primal, violent potential because we are unable to expe- 
rience good without also fearing the bad—this split deriving 
from early childhood and even prenatal experiences of the 
mother who gives being the mother who deprives as well. 

This argument ignores the critical fact that the violence of 
animals is generally quite reasonable. The Komodo lizard 
stalks and kills the deer because if it does not it will die. 
Wolves, macaques, and elk are all capable of aggressive 
struggles for rank and territory; however, once leadership 
has been established, the struggle ceases and leadership be- 
comes adaptive for the social group. The infanticide of fish 
and lizards is due to the fact that their primitive brains can- 
not cognitively distinguish moving, edible creatures who are 
kin from those who are not—both fit quite tastily in the 
mouth. Animal behavior of this sort is irrelevant to under- 
standing infanticide in a schoolroom in Illinois or a Nazi 
death camp, or the unconscionable threat of a nuclear ex- 
change, insofar as the latter—in contrast to aggressive be- 
haviors of animals—so utterly flaunts the dictums of our 
own niche in the ecology. 

The contributors to this book all seem to believe that the 
struggle is between the destructiveness of our more primitive 
and/or biological proclivities and the creative, integrative, 
symbolizing abilities of the lofty human mind. I believe that 
their argument is precisely 180° off-——that the creative, sym- 
bolizing abilities of the human mind have led to the unnat- 
ural cruelty of our race compared with the animal kingdom. 
Our uniquely human ability to symbolize and objectively 
experience our self creates a lust for acquisitions and for the 
illusion of omnipotence that ultimately springs from the con- 
summate fear of the loss of that self by inevitable death. Our 
unique capacity to record, recount, and remember past ills 
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drives men and women to cycles and even generations of 
escalating revenge. Our creative intelligence has yielded de- 
vices whose destructiveness is incomprehensible. If we could 
be a bit more like our tree-dwelling ancestors and just enjoy 
a meal, a comfortable branch, and the sun setting on the 
grassy veld, we would, I think, be much better off. 


RALPH E. HOFFMAN, M.D. 
New Haven, Conn. 


Neurophilosophy: Toward a Unified Science of the Mind/ 
Brain, by Patricia Smith Churchland. Cambridge, Mass., 
MIT Press, 1986, 546 pp., $27.50. 


Pat Churchland is a turncoat philosopher. In this volume 
she argues that the human mind can best be comprehended 
as the multifunctional workings of the hominid brain. This 
sort of frank reductionism is abhorrent to many philoso- 
phers. Churchland, however, is part of an important tradi- 
tion in philosophy: shining the light of real-world knowledge 
on philosophical abstractions. Wittgenstein believed that 
many questions in philosophy would disappear or be prof- 
itably reformulated when philosophers came to understand 
human language as a flawed, tricky, but nonetheless conven- 
tional symbol system. Similarly, Churchland believes that 
many mind/body questions in philosophy will evaporate or 
be more satisfactorily regrounded when philosophers come 
to understand neuroanatomy and neurophysiology. Thus, in 
part, this book can be construed as a tutorial in neurosci- 
ence—written by a philosopher and intended for other phi- 
losophers. 

If the book were only a brief for neuroscience its value 
would be limited. But Churchland does more than offer les- 
sons in brain science: she attempts to take an empirical route 
to the crux of the mind/body problem. 

The book has three sections. Part one is entitled Some 
Elementary Neuroscience. It includes a tour de force summary 
of the history of research on the human nervous system, a clear 
outline of current knowledge of neuroanatomical functions, 
and an analytic review of recent interpretations of the findings 
from studies of localization and lateralization of function. In 
part two, Developments in the Philosophy of Science, Church- 
land defends reductionism head-on by addressing directly the 
antireductionist claim that mental states are not physical states. 
Churchland’s position is that information gathered by our sense 
organs from the real world is represented and reconstructed in 
some tangible fashion in our brains. She further argues that 
these representations are subject to a tissue-based system of 
inferential-computational relations. It is her belief that the de- 
gree of complexity of this relational system (rather than any 
special deus ex machina, “higher,” uniquely human gift) is the 
source of intentionality in behavior. 

Most important, in part two Churchland explores the con- 
cept of “folk psychology” (common-sense explanations for 
human behavior). She argues that scientific psychology still 
depends on folk psychology concepts like memory and con- 
sciousness precisely because neuroscience has not yet identi- 
fied the different functional units of representation in the 
brain. We know now that there are different types of mem- 
ory and different states of consciousness; we don’t know if 
there is really something identifiable as memory or con- 
sciousness. 

Part three, A Neurophilosophical Perspective, opens with 
an attack on the inductivist fallacy (generate enough data 
and theory will follow). In this section Churchland outlines 


Am T Psychiatry 145:12, December 1988 


BOOK FORUM 


three theories that reground the mind/body problem. The 
first theory describes the computational architecture of the 
nervous system, the second models the computational oper- 
ations of a theorized system of parallel distributed networks, 
and the third theorizes the neurobiological basis for certain 
attention mechanisms. Churchland offers these as examples 
of what should and can be done to understand the mind in 
our brains. 

The Darwinian revolution had its first influence on our 
beliefs about the evolution of the body. The second wave of 
the Darwinian revolution appeared in sociobiology: we now 
believe that aspects of our behavior are genetically deter- 
mined. The third wave is the mind/body problem: can cogito 
ergo sum be reduced to nothing more than the sum of our 
parts? Churchland reminds us that those parts are quite com- 
plex and wonderfully interesting, The crux of the mind/body 
problem is whether there are any absolutely unexplainable 
elements in the functioning of the brain. Churchland claims 
not, but asks us to look hard for the explainable. 


LYNN WATERHOUSE, PH.D. 
Ewing Township, N.J. 


The Caveman and the Bomb: Human Nature, Evolution, 
and Nuclear War, by David P. Barash and Judith Eve Lip- 
ton. New York, McGraw-Hill Book Co., 1985, 302 pp., 
$16.95. 


Einstein’s often quoted remark that “the unleashed power 
of the atom has changed everything save our way of think- 
ing” stands as a tombstone to a truth that a great many 
people even now do not accept. Ordinary persons, sophisti- 
cated persons, and persons in government and out frequently 
talk as if nuclear weapons were not essentially different from 
the bombs and bullets of a previous era: one can never have 
enough, more is better, bigger is better, only overwhelming 
nuclear armaments provide safety, etc., etc. Such talk con- 
tinues in the face of abundant rational evidence that 
“enough” is already too much. The United States, for exam- 
ple, has developed a submarine that is capable of carrying 
160 independently targetable warheads (16 missiles per sub- 
marine and 10 warheads per missile). Each warhead is sev- 
eral times stronger than the bomb that destroyed Hiroshima. 
A single such submarine can “deliver” the equivalent of 500 
Hiroshimas. We have 19 submarines of this class, yet we seek 
to build more. 

In an effort to explain this paradox—that rational people 
can sustain unsustainable ideas even when the evidence con- 
tradicts them—-Barash and Lipton argue that our behavior is 
fashioned by a set of road maps formed and perfected during 
our vast evolutionary childhood as a species. To highlight its 
unpredictable, primitive, and widespread nature, they char- 
acterize this mode of thinking about safety,'security, and 
survival as Neanderthal mentality. 

In considerable detail, the authors describe the mental 
anatomy of what they call Nuclear Neanderthals, noting the 
relevance of concretistic thinking to a world of sticks, stones, 
and sabertooth tigers, its perhaps marginal relevance to a 
world limited to bullets and cannons, and its total irrelevance 
to the nuclear age. Developing their ideas from a biological 
base, they expand their scrutiny to the thought processes, the 
affective states, and the belief systems that characterized the 
prenuclear mode of thought. As they recount the familiar 
ways of minimizing the dramatic differences that nuclear 
weapons have introduced, the authors resist the easy seduc- 
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tion of describing those who think differently, i.e., like Ne- 
anderthals, as merely crazy. At the same time, they persist in 
pushing the point to absurdity by contrasting examples of 
such thinking with the realities of nuclear destruction. 

The authors have approached their topic in a Hegelian 
mode: thesis (“The Anatomy of Nuclear Neanderthals”), an- 
tithesis (“Shall We Overcome?”), and synthesis (“A Time for 
Choosing”), including a brief seven-page chapter on strate- 
gies for action. They highlight the gap between Neanderthal 
thinking and contemporary reality.with the observation that 
security is a psychological concept (“freedom from doubt; 
confidence, assurance; freedom from care, anxiety or appre- 
hension; a feeling of safety,” according to the Oxford En- 
glish Dictionary) rather than a factual, objective state of be- 
ing safe. They also note that the pursuit of ever greater 
strength in the name of national security is paradoxically 
increasing international insecurity. 

In their search for the origin of mankind’s potentially fatal 
confusion between individual security and national security, 
they discuss the biological factors contributing to the group 
identification that leads to nationalism. They further argue 
that the dominance of our biological ancestry, given condi- 
tions of stress or trauma, has led to the dominance of para- 
noid attitudes that have in turn resulted in self-perpetuating 
cycles of aggression and war. They use contemporary ideas 
about deterrence-—“the last tango”—to illustrate how even 
sophisticated logic can reflect Neanderthal thinking. Lest 
their thesis seem to suggest that aggression is inbred and war 
therefore inevitable, the authors repeatedly emphasize the 
dynamic interaction between a biological need to preserve 
and protect and the convoluted experiential learning that 
leads to war. This perspective is a thoughtful response to the 
all-too-frequent nature-nurture argument that insists on sim- 
plistic either/or explanations. 

The authors offer abundant examples of Neanderthalian 
illogic: 1) In the name of strength and security, we deploy 
weapons that pose a threat to Soviet weapons—and thus 
threaten ourselves. 2) Nuclear war, we are told, is made less 
likely by making it more likely. (In fact, the reciprocal, mir- 
ror-image response of antagonists sustains a continuing de- 
stabilizing risk in arly arms race, notwithstanding the elo- 
quent verbal and political arguments intended to reassure.) 
3) Nuclear war is so terrible it will never happen; further, it 
won’t happen because it hasn’t happened yet (an argument 
suggesting that nonoccurrence in the past predicts non- 
cccurrence in the future). 

The discussions of prototypic modes of Neanderthalian 
thinking and feeling and believing~-examples that most of us 
have seen in ourselves as well as others—are well written and 
effectively presented. The authors’ language is clear, their 
examples apt, their logic tight, and jargon is minimal. The 
authors are not above an adroit use of humor and deft sar- 
casm to make (or occasionally to lighten) a point: “As we 
have seen, deterrence is bad enough... [but,] in short, we 
are busily going from MAD (mutually assured destruction) 
to worse” (p. 197). 

I found their discussion of familiar examples of conflicted 
and contradictory thought and feeling to be the best part of 
the book, although the somewhat unsystematic presentation 
makes the reader work to retain the central threads of the 
discussion. That their arguments have been built on an anal- 
ysis of human sociobiology rather than the more usual so- 
ciopsychological perspective is itself a contribution to the 
thinking in this area. I would have welcomed a more exten- 
sive discussion of group process and intergroup behavior as 
well. Nonetheless, their biological point of departure offers a 
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broader basis for understanding some of the irrationality 
that surrounds nuclear weapons and may provide a less in- 
flammatory perspective for further discussion. 

At the same time, this book is disturbing because the 
reader is at risk for feeling a sense of helplessness at the end 
of it greater than at the outset. One may become preoccupied 
by troubling questions: How does this understanding ulti- 
mately make any difference? How does a thoughtful analysis 
of the ways we think alter our commitment to thinking tkat 
way? Ultimately, one may recall the comment attributed to 
Freud when he was taxed with a similar question (How can 
thought alter feeling and symptom?): “The voice of the :n- 
tellect is a soft one, but it does not rest till it has gainec a 
hearing” (1, p. 53). 

This book challenges contemporary thinking, much of 
which is Neanderthalian. It holds up a mirror to us all, for in 
Pogo’s words, “We have met the enemy, and they is us.” 
Such confrontations are invariably troubling. It is apparent, 
however, that the changes that Einstein called for will only 
come when conventional wisdom makes room for nuclear- 
age thinking. With such a legacy from our biological origins, 
that change will not come easily nor without a broader and 
deeper appreciation of the issues so well discussed in this 
book. 

For that reason, it ought to be read by a great many more 
people than are ever likely to see it, including most of the 
members of Congress and the Executive Branch. Perhaps the 
new determination to seek agreements limiting nuclear arms 
reflects the need for new thinking and opens the way to do 
more of it. The Caveman and the Bomb has a significant 
contribution to make toward that end. 
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ARTS AND THE CINEMA 





The Art of Aging: A Celebration of Old Age in Western Art, 
by Patrick McKee, Ph.D., and Heta Kauppinen, Ph.D. New 
York, Insight Books (Human Sciences Press), 1987, 187 pp., 
$19.95. 


This book is full of pleasure. Aptly titled, it is a collection 
of 115 portraits from Western European art that explore the 
experience and possibilities of aging as these have evolved in 
Westera civilization over the past five centuries. The authors 
have provided a simple but scholarly and engaging commen- 
tary that melds their perspectives from gerontology (Dr. 
McKee) and art history (Dr. Kauppinen). 

For example, in “Ways of Growing Old,” the authors re- 
flect on the question, What is the appropriate response to 
growing old? A wide range of responses is portrayed in West- 
ern art, from increasing activity and involvement to disen- 
gagement. In turn, these responses are linked to different 
basic understandings of life: some artists strive to portray 
stability and permanence and others convey a vision of life’s 
impermanence and change. The activity orientation car be 
seen in Toulouse-Lautrec’s Yvette Gilbert Bows to the Au- 
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dience (plate 40), while disengagement is suggested by the 
images of St. Jerome as portrayed by Massys and von Ro- 
merswaele (plates 5 and 6). Similarly, the poles of rewarding 
interiority and emotional desolation are contrasted in Du- 
rer’s study of St. Jerome (plate 15) and Gaugin’s Man With 
a Cane (plate 16). Ways of growing old extend to other 
issues, such as sexuality in old age (e.g., Daumier’s Always 
Joyful, plate 25), life as pilgrimage (e.g., Manet’s The Old 
Musician, plate 33), and the nearness of death (e.g., Munch’s 
The Death Chamber, plate 35). 

Western art has also portrayed the wisdom of old age. 
Themes of timelessness, integrative understanding, and em- 
pathy infuse artistic views of late life. Particularly poignant is 
the aged workman in Gromaire’s Old Flemish Reaper (plate 
100), in which an elderly workman of great dignity is sharp- 
ening a scythe (“the implement of time’s inevitable partner, 
death”). Inspired by the Greek legend of Chronous (fated to 
be overthrown by one of his children, he devoured them as 
infants), Goya depicts time as an old man devouring his 
children (plate 99). How artists see themselves in old age is 
illustrated by the self-portraits of Rembrandt (plates 1 and 
2), Kollwitz (plate 3), and Leonardo (plate 4). The reader 
sees the breadth of good and bad aging in these self-portraits. 

Another basic theme of aging in Western art is genera- 
tions, meaning the role of the elderly as agents of continuity 
in passing on cultural forms to succeeding generations. The 
need of younger persons for the blessing of their seniors is 
portrayed in Degas’s Father Listening (plate 55). At the same 
time, the passing on of cultural meanings and related forms 
of support is seen as a fundamental developmental need of 
the elderly (e.g., Ghirlandajo’s An Old Man and His Grand- 
son, plate 65, and Latour’s work, plate 66). This need can be 
frustrated if the elderly are segregated, perhaps as scapegoats 
for our fears of aging. Daumier has given us thoughtful and 
painful images of the resulting desolation in Third Class Car- 
riage and Waiting Room (plates 71 and 36). 

This book will engage not only the obvious audience (ger- 
ontologists, geriatricians, students of human development, 
art historians). It will also provide inspiration for those striv- 
ing to find their own art of living—and aging—well. 


CHARLES F. REYNOLDS M, M.D. 
Pittsburgh, Pa. 


Psychiatry and the Cinema, by Krin Gabbard and Glen O. 
Gabbard. Chicago, University of Chicago Press, 1987, 287 
pp, $24.95. 


This book consists of two distinct and independent parts. 
Part one, The Psychiatrist in the Movies, documents how 
psychiatrists have been portrayed in American films since 
1906. Part-two, The Psychiatrist at the Movies, is a series of 
psychoanalytic interpretations of individual movies such as 
King of Comedy and Alien. From the perspective of a person 
interésted in the public’s conception of psychiatry, the 
strength of the book lies in part one. 

The authors begin part one by outlining the role stereo- 
types and cinematic attributes of movie psychiatrists. Psychi- 
atrists consistently appear in one of two roles—as bad psy- 
chiatrists in the form of Dr. Dippy or Dr. Evil or as good 
psychiatrists in the form of Dr. Wonderful. In addition, 
movie psychiatrists usually possess at least one of seven at- 
tributes: faceless, active, oracular, social agent, eccentric, 
emotional, and sexual. For each attribute the authors outline 
the corresponding behavior of good and bad psychiatrists. 
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For example, good active psychiatrists behave in an effective 
and caring manner; bad active ones are manipulative, crim- 
inal, or vindictive. Good eccentrics are portrayed as human 
and fallible; bad eccentrics as neurotic and ridiculous. 

In addition to assigning narrow roles to psychiatrists, film- 
makers also demedicalize the profession of psychiatrists by 
casting their work as indistinguishable from school guidance 
counselors or advice columnists and by focusing heavily on a 
simplified version of “the talking cure,” especially the cathar- 
tic cure—a sudden and dramatic recovery from illness. When 
real medical treatments (e.g., medication, ECT, lobotomy, 
institutionalization, hypnosis) are part of the movie, they are 
used in coercive, inappropriate, ineffectual, manipulative, or 
exploitative ways. 

Filmmakers also misrepresent the phenomenon of coun- 
tertransference. Seldom do either good or bad movie psychi- 
atrists handle countertransference feelings appropriately. Dr. 
Wonderful-types become healing lovers, Dr. Dippy-types li- 
bidinous clowns, and Dr. Evil-types exploitative lechers. The 
authors point out that if viewers extend film ‘assumptions to 
the real world, they will arrive at a numberiof problematic 
conclusions, two of which are “psychiatrists have a narcis- 
sistic need to cure patients and can be conned by flattery,” 
and “psychiatrists are likely to be as disturbed as or more 
disturbed than their patients.” 

These misrepresentations of psychiatrists by filmmakers 
can be traced, in part, to the fact that psychiatrists perform 
a number of important cinematic functions, Gabbard and 
Gabbard note that psychiatrists are as important an inven- 
tion as the telephone was for effecting mechanics of plot. 
Before the telephone was invented it was difficult to establish 
background information without arranging characters and 
settings in awkward patterns. With the telephone, the direc- 
tor could establish background information simply by hav- 
ing an actor talk to an imaginary character. Psychiatrists are 
used by filmmakers 1) to provide background information 
on important characters by letting us eavesdrop on their 
therapy, 2) to represent dominant ideology, especially when 
films portray society negatively, and 3) to bring movies to a 
close, usually through the cathartic cure. 

In chapter 6 of part one, “Clinical Implications,” the au- 
thors ask a number of penetrating questions: 


What is the relevance of these images for the clinical 
practice of psychiatry? Are patients or potential patients 
significantly influenced by these depictions? Can we as- 
sume that audiences are sufficiently discriminating to 
know the difference between the celluloid image and 
what they actually encounter in therapy? Do screen por- 
trayals adversely affect patients by causing them either 
to overidealize or to distrust psychiatrists? Do the de- 
pictions of movie psychiatrists affect psychiatrists them- 
selves and the way they practice their art? Finally, could 
the treatment of psychiatry in the movies be, at least in 
part, a cause for the decline in the public image of psy- 
chiatry? (p. 163) i 


Unfortunately, only 10 pages of the book deal with these 
important questions. The authors address them in three 
ways: 1) by citing a few clinical vignettes in which patients 
inform their therapists that they are not like adrnired televi- 
sion psychiatrists, 2) by speculating on the link between film 
images of psychiatry and the results of studies from the 
American Journal of Psychiatry indicating that psychiatry is 
perceived as imprecise, nonscientific, and nonmedical by 
medical students, and 3) by hypothesizing a, potential link 
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between decreases in National Institute of Mental Health 
funding beginning in the mid-1960s and negative images of 
psychiatrists in the movies. The book would have been more 
effective if the authors had concentrated more on developing 
answers to these important questions rather than developing 
a disconnected part two. 

Despite Gabbard and Gabbard’s stated concerns about the 
impact of cinema on the therapeutic relationship, they seem 
to dismiss such concerns by noting that we cannot expect the 
medium to provide balanced insights because this might bore 
audiences silly. Filmmakers and their audiences are much 
more interested in entertainment than in psychiatric insights. 
The Gabbards recommend that real professionals be aware 
that patients are influenced by cinematic images and suggest 
that we view these misleading movie portrayals with the de- 
tached curiosity, empathy, and understanding we give to 
transference reactions in patients. 

Although I know of no immediate solution, I cannot be as 
dispassionate in my assessment of cinema’s impact on the 
patient, the profession of psychiatry, and the therapeutic re- 
lationship. My thoughts on this matter are directly influ- 
enced by Neil Postman (1), who convincingly argued that 
television (and cinema by extension) is displacing print as 
our culture’s principal mode of knowing about itself and that 
as the influence of print wanes, the content of public business 
is recast in terms suitable to television. In other words, how 
television stages the world becomes the model of how the 
world is to be staged. “It is not merely that on the television 
screen entertainment is the metaphor for all discourse. It is 
that off the screen the same metaphor prevails” (1). Conse- 
quently, as the nature of discourse changes, the demarcation 
line between what is show business and what is not becomes 
harder to see each passing day. “Sesame Street,” for exam- 
ple, has made education indistinguishable from entertain- 
ment; “The People’s Court” and “Divorce Court” have 
made law indistinguishable from entertainment; “PTL” and 
“The 500 Club” have made religion entertainment. In es- 
sence, professionals need to worry more about the demands 
of good showmanship than the demands of their profession. 

Evidence that psychiatry is bending to accommodate the 
demands of the entertainment discourse of television can be 
found in a special article in the Journal by Irving Schneider 
(2). Schneider concluded the article with a discussion of the 
movie Ordinary People and suggested that Judd Hirsch is a 
therapist to be emulated. Moreover, Schneider maintained 
that movie psychiatrists admired by the public send an im- 
portant “message about what the public wants the good psy- 
chiatrist to be and, judging from the profession’s response, 
what good psychiatrists want to be.” 

I believe I am not mistaken in saying that the relationship 
between psychiatrist and patient is a demanding and serious 
one. If the movie relationship is continually portrayed as 
simplistic and entertaining (several hundred films are listed 
by the Gabbards), one has to be concerned about cinema’s 
potential effect on the profession of psychiatry, the patient, 
and the relationship. 
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Imaging American Women: Idea and Ideals in Cultural His- 
tory, by Martha Banta. New York, Columbia University 
Press, 1988, 844 pp., $50.00. 


This innovative and scholarly work describes the stereo- 
types, models, and fantasies that determined views of Amer- 
ican women between the time of the Philadelphia Centennial 
Exposition in 1876 and the end of World War I. It is long, 
detailed, well referenced, and penetrating. It analyzes with 
photographs, sketches, drawings, and cartoons the diverse 
attitudes held about women. 

The author answers her question about the purposes to 
which female representations were put in the era between 
1876 and 1918 by telling us that “we come closer to under- 
standing that the woman as image was one of the era’s dom- 
inant cultural tics.” She introduces the book by describing 
views on perception and cognition advanced by contempo- 
rary theorists, and then she traces the evolution of the image 
of the American girl as young, pretty, unmarried, white, and 
Protestant if she were truly American. In fact, the pseudo- 
science of physiognomy provides a backdrop for this eluci- 
dation. As we progress through the book, the author turns to 
artists and writers and even to those who experimented with 
sexual boundaries through costumes, masks, and camou- 
flage. The selling of female images and the merchandising of 
consumer products by means of these images are uniquely 
American phenomena that have created an “American” 
world. 

Images of the coquette, the pal, the angel, the Amazon, the 
intellectual, and the heroine were ubiquitous in this time 
period and appeared on posters, billboards, society portraits, 
sculpture, and in every other form of public and private art. 
It is tantalizing to wonder how these differing images gave us 
the suffragette and the flapper. 

In her concluding section, Banta notes, 


The study of how women differ from men has become 
a major source for scholarly and polemical activities 
that refuse to abide by the old rules of setting up sepa- 
rate spheres of privileged canons. Its primary purpose is 
to refute the notion that men exist “down here” and 
women “up there.” For as long as that conceptual divi- 
sion dominates, men can the more easily control the 
morally inferior world where historically superior things 
are taking place, while women are assigned the boring 
task of tending superior realms and leading inferior 
lives. 


The book traverses a short period of time with remarkable 
insight and an unusual style. It is often difficult to follow. It 
is certainly not a book one could glance at casually or expect 
to find gracing a coffee table. It is to be studied as a historical 
document laced with wit, irony, and satire. 


CAROL NADELSON, M.D. 
Boston, Mass. 


Turn-of-the-Century Cabaret: Paris, Barcelona, Berlin, 
Munich, Vienna, Cracow, Moscow, St. Petersburg, Zurich, 
by Harold B. Segel. New York, Columbia University Press, 
1987, 418 pp., $30.00. 


While reading this scholarly yet entertaining book about 


the history of cabaret around the turn of the century, I won- 
dered what interest it could possibly have for readers of the 
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Journal. Then I recalled that our late distinguished colleague 
Klaus Kerblinger, M.D., had often spoken about his work 
with the Max Reinhardt Theater in Germany and how mich 
he had learned about psychotherapy during his career as an 
actor. Reinhardt, before he became a famous stage director 
and went to Hollywood, was prime mover of the Berlin cab- 
aret Schall und Rauch (Sound and Smoke). Dr. Kerblinger 
remembered those days with pleasure. 

The cabaret movement that bécame so important in the 
culture of major European cities had its beginnings in Paris, 
when the famous Chat Noir (Black Cat) opened its doors in 
1881. Originally a private club for musicians, artists, poets, 
and other literary and intellectual types, the cabaret offered 
an informal environment for reading, declaiming, or exhib- 
iting one’s latest work without having to worry about critics 
and snobs. Attracted to the cabaret were “largely younger 
people, iconoclastic, irreverent, rebellious, defiant of conven- 
tions, passionately antibourgeois, ‘arid by and large indif- 
ferent to public opinion,” the so-called Bohemians of the 
Latin Quarter, including the writer Charles Baudelaire, the 
painter Théophile Steinlen, and popular entertainers like 
Aristide Bruant and Yvette Gilbert (who later became a pa- 
tient of Sigmund Freud). Their songs, poetry readings, and 
parodies of serious plays often focused on contemporary so- 
cial problems, including poverty, prostitution, crime, and 
suicide. 

The cabaret caught on, arid Professor Segel’s book traces it 
to eight other cities, each with an indigenous culture that 
gave it a unique local flavor. Barcelona, for example, was 
then at the center of the Catalonia Renaissance. The Four 
Cats opened in 1897 and quickly became a meeting place for 
modernists like Miguel Utrillo and Pablo Picasso, who ex- 
hibited their paintings in this tavern, which is still standing 
today. The Berlin cabarets, inaugurated a few years later, 
were more hamstrung by conventionalism and governthent 
censorship. Yet they flourished and became singularly un- 
Teutonic, with major contributions coming from Jewish art- 
ists like Max Reinhardt and the composer Arnold Schoen- 
berg. Munich had its Eleven Electrocutioners, where skinny, 
red-haired, black-attired Marya Delvard would sing about 
revolution in what Franz Kafka described as her “tough, 
unbreakable voice.” “Superdramas” were produced that 
parodied the straight-laced behavior of Bavarians who could 
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not bring themselves to talk about parts of the human body, 
so that knees became “forward movement joints” and 
breasts were called “anterior constructions.” Vienna opened 
its Der Fledermaus (The Bat), where aristocratic coffeehouse 
habitués could mingle with ae pundits like Karl Kraiss 
and enjoy “the art of small forms”—shadow plays, panto- 
mimes, and puppet shows so refreshingly different from the 
ponderous productions at the Imperial Opera House. In Po- 
land, the Little Green Balloon was mostly the plaything of 
Boy Zelenski, a pediatrician by profession and writer by in- 
clination. Cabarets in prerevolutionary Russia were fre- 
quented mainly by actors, who liked to relax and make fun 
of their roles after regular performances. Nikita Baliev, 
founder of the Moscow Bat, later moved his cabaret to Paris 
and, in the 1920s, made a successful tour ‘of ‘the United 
States. In Zurich’s Cabaret Voltaire, a center of the Dada 
movement, one could recite “verses without words” and be 
seen in cubist costumes. 

I would not recommend this book for the ETA reader. 
It is a compėndium of esoteric knowledge about a very spe- 
cialized development in the performing arts. But those who 
want a glimpse behind the facade of conventional life in 
European cities (where, coincidentally, psychoanalysis was 
then beginning to take hold) will find this a gold mine of 
interesting facts about what some people did at night. You 
will meet familiar figures in unfamiliar roles, for example 
painter Oskar Kokoschka writing plays. The cabaret move- 
ment died ouit fairly quickly, overtaken by the movies and 
dismembered by World War 1. It never really, became popu- 
lar in the English-speaking world. Occasional stand-up com- 
ics like Mort Sahl and a few small nightclubs and gay bars in 
cities such as Paris, London, New York, and San Francisco 
try to recapture the informal, antiestablishment tradition of 
cabaret, but the core group, of young creative people seems to 
stay away. With the world’s population exploding and mass 
entertainment becoming so widespread, we seem to be ap- 
proaching a fin de siécle that promises to be very different 
from the last one. So it’s good to have this excellent book 
about the cabaret to help remind future generations of what 
they have missed. 


PETER Saws. MD. 
San' Francisco, Calif. 
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Letters to the Editor 


Fluoxetine Overdose 


Sır: A major concern with respect to depressed patients. is 
their high risk of suicide, which is frequently attempted with 
overdoses of the antidepressant medications that they are 
taking. Fluoxetine, a bicyclic compound that differs signifi- 
cantly from the classic tricyclic antidepressants in both its 
structure and its pharmacological actions (1), has recently 
been introduced for the treatment of depression. Since there 
seems little reason to believe that fluoxetine is any less likely 
to be used in intentional overdose than are the tricyclic an- 
tidepressants, psychiatrists can expect an increasing fre- 
quency of fluoxetine-related suicide attempts. To date, pub- 
lished experience with the intentional ingestion of large 
quantities (>1 g) of fluoxetine is limited to only two patients 
(2). The following case report describes a woman who at- 
tempted suicide by ingesting 1400 mg of fluoxetine. 


Ms. A, a 31-year-old woman with a history of treat- 
ment-resistant depression and multiple suicide attempts, 
came to the hospital 4 hours after ingesting 70 20-mg 
tablets of fluoxetine and 30 0.5-mg tablets of clonazepam 
in an apparent intentional overdose. On admiission to the 
emergency ward, her blood pressure was 120/84 nim Hg; 
pulse, 64 bpm; respirations, 16/minute; and temperature, 
98.2°F. A physical examination revealed a patient who 
was lethargic and complained of nausea but who other- 
wise appeared to be in no acute distress. The remainder of 
the results of the examination were unremarkable. Labo- 
ratory tests (CBC, electrolytes, and hepatic and renal pan- 
els) revealed no abnormalities. An ECG showed a normal 
sinus rhythm without ectopy or conduction delay. Routine 
toxicological screening was negative for barbiturates, al- 
cohol, aspirin, acetaminophen, diazepam, chlordiazepox- 
ide, and tricyclic antidepressants. Urine gas-chromato- 
graphic analysis revealed an unidentified peak. Gastric 
lavage returned a small amount of partially digested pill 
fragments. The patient was observed for an additional 5 
hours, during which she continued to be drowsy and le- 
thargic but arousable when questioned. Repeated checks 
of vital signs and ECGs demonstrated no abnormalities. 
Ms. A was then transferred to the psychiatry service, 
where she had an uneventful recovery and was discharged 
4 days later. 


This case appears remarkable in that the ingestion of 
a large amount of fluoxetine produced little evidence 
of toxicity at a timie when blood levels would be at or near 
peak concentrations (3). This stands in contrast to the 
marked anticholinergic, neurologic, and cardiovascular tox- 
icity noted after overdose with tricyclic antidepressants (4) 
and is in accord with pharmacological evidence that fluoxe- 
tine exerts negligible effects on cholinergic or catecholamin- 
ergic systems (1). Wernicke (2) noted no adverse effects in six 
patients who ingested 840 mg or less of fluoxetine. Mild 
effects, including malaise, nausea, and ST segment depres- 
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sion, were noted in one patient who ingested 900—1200 mg, 
g dose similar to the dose in our case. The lethargic state of 
cur patient can probably be explained by her ingestion of 
clonazepam with the fluoxetine. Another patient who in- 
gested 3000 mg of fluoxetine also took aspirin. She presented 
with tachycardia, blurred vision, and brisk reflexes and ex- 
ferienced two generalized seizures 9 hours after ingestion. 
Nonspecific ST wave changes and prominent U waves were 
coted on her ECG. The one individual who died was known 
to have taken clobazam, amitriptyline, and pentazocine; the 
amount of fluoxetine ingested, if any, was uncertain (2). 
On the basis of our case and the report of Wernicke (2), it 
appears that the toxicity of fluoxetine in overdose may be 
less than that of the commonly prescribed tricyclic antide- 
pressants. Additional experience with fluoxetine overdose 
will be required to confirm these preliminary observations. 


REFERENCES 


1. Sommi RW, Crismon ML, Bowden CL: Fluoxetine: a serato- 
nin-specific, second-generation antidepressant. Pharmacotker- 
apy 1987; 7:1-15 

2. Wernicke JF: The side effect profile and safety of fluoxetine. J 
Clia Psychiatry 1985; 46(3, section 2):59-67 

3. Aronoff GR, Bergstrom RE, Pottratz ST, et al: Fluoxetine ki- 
netics and protein binding in normal and impaired renal func- 
tion. Clin Pharmacol Ther 1984; 36:138-144 

4. Crome P: Antidepressant overdosage. Drugs 1982; 23:431-461 


KEVIN T. FINNEGAN, PH.D., M.D. 
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Santa Clara, Catif. 


Tourette-Like Disorder After Herpes Encephalitis 


Sir: The DSM-III-R diagnosis of Tourette’s disorder re- 
quires exclusion of organic causes, essentially requiring tkat 
the disorder represent a “functional” syndrome. I have been 
imable to find reports of the syndrome following herpes sim- 
plex encephalitis; however, I would like to present the fol- 
lowing case. 


Ms. A, a 19-year-old woman without a previous psy- 
chiatric history, was referred for inpatient treatment of 
anorexia. Three months earlier she had survived an acute 
encephalitis, which had been proven by brain biopsy to be 
caused by the herpes simplex virus. A CT scan of the head 
showed left temporal lobe encephalomalacia, and an EEG 
revealed an epileptic focus in the same region. Ms. A was 
free of convulsions when she took phenobarbital. A vari- 
ety of apparently involuntary vocal, respiratory, gaze, and 
complex motor tics were evident, all of which disappeared 
with sleep. Her speech was punctuated by ejaculations 
varying from words to barks. 
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Following a period of assessment, the phenobarbital 
was replaced by carbamazepine. Ms. A’s refusal of nour- 
ishment was treated behaviorally. She was given haloper- 
idol, titrated to 15 mg/day, and the average frequency of 
the tics fell from 15 to less than §/minute, with a remark- 
able reduction in severity of the few remaining tics. To 
distinguish the relative efficacy of carbamazepine and 
haloperidol, the haloperidol was discontinued. Within 2 
days the tics increased to 35/minute, and there was an 
immediate loss of the progress that had been gained in the 
treatment of her eating behavior. With the resumption of 
haloperidol, the average tic frequency again fell to 5/ 
minute. Eventually, motor tics were limited to one every 
few minutes by a dose of 5 mg/day of haloperidol, and 
vocal tics were absent. At 1-year follow-up, the anticon- 
vulsive medication had been changed to sodium valproate, 
without change in the tics. 


Despite traditional theories of psychogenic causes for Tou- 
rette’s disorder, much evidence for a neuropathologic etiol- 
ogy exists. Studies of twins support a genetic contribution 
(1). Epileptiform dysrhythmias have been reported, support- 
ing the possible occurrence of the disorder in the setting of 
acquired encephalopathy (2). Emergence of Tourette-like 
symptoms in postencephalitic parkinsonian patients treated 
with L-dopa further underscores the likelihood of an organic, 
neurochemical etiology in the dopamine/acetylcholine sys- 
tem. There are reports of unilateral Tourette symptoms fol- 
lowing strokes and severe Tourette-like syndromes following 
angiogram-associated ischemic brain damage (3). The ther- 
apeutic efficacy of the butyrophenones is well documented, 
but reports describing therapeutic response to clonidine (4), 
as well as the adverse effects of methylphenidate or dex- 
troamphetamine (5}, implicate the noradrenergic system 
also. 

The onset of a tic disorder, indistinguishable from Tou- 
rette’s disorder, following focal postencephalitic brain dam- 
age calls into question the present exclusion criteria for 
DSM-IH-R diagnosis. The striking response to haloperidol 
and the apparent lack of efficacy of various anticonvulsants 
in the patient I have described suggest that the CNS distur- 
bance is not exclusively epileptic. This case lends yet more 
credence to the idea that functional, childhood-onset Tou- 
rette’s disorder may also have a neuropathologic etiology. 
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Carbamazepine for Withdrawal Pseudohallucinations 


Sır: Carbamazepine has been increasingly’ used for a va- 
riety of psychiatric disorders, including mania, nonrespon- 
sive psychosis (1), predominantly atypical psychoses, and 
schizophrenia. In nonresponsive psychotic patients, re- 
sponses to carbamazepine appear to have been related to 
improvements in affect and to have targeted symptoms such 
as dyscontrol, hostility, and problems in interpersonal 
relatedness (2). The point has repeatedly been made that 
carbamazepine does not appear to have primary antipsy- 
chotic properties, since it does not, in and of itself, relieve 
hallucinations (2), 

Kraft et al. (3) reported one case in which carbamazepine 
provided relief of functional hallucinations, but the report is 
ambiguous because it appears that this relief occurred during 
therapy with several drugs and was possibly secondary to 
other kinds of responses. We wish to report here a case with 
theoretical importance, since treatment with carbamazepine 
alone was deliberately used to improve auditory pseudohal- 
lucinations in a patient who had complex partial seizures. 
However, in this instance, the pseudohallucinations occurred 
under a special circumstance: withdrawal of the carbamaze- 
pine. This report is apparently the first to describe a psy- 
chotic reaction attributed to carbamazepine withdrawal in a 
previously nonpsychotic individual taking carbamazepine 
alone. 


Mr. A had been referred to a seizure disorder center for 
telemetric monitoring of what appeared to be complex 
partial seizures, based on a history of epigastric-type aurae 
reaching up to the chest, followed by loss of conscious- 
ness; tonic-clonic seizures, particularly at night; temporal 
lobe absences; and, occasionally, perceptual and cognitive 
symptoms of various kinds. He had never before had any 
hallucinations, delusions, or other psychotic features. The 
patient had had numerous ECGs in the past, some of 
which had demonstrated nonspecific temporal lobe abnor- 
malities, although the results of the telemetric monitoring 
were within normal limits. 

Mr. A’s dose of carbamazepine was rapidly decreased 
from 1400 mg/day to 400 mg/day to assist in the telemetric 
monitoring process. After a week he became acutely 
psychotic, developing auditory pseudohallucinations. He 
heard alien voices inside his head that he knew were not 
his own, and he recognized that these were illogical. How- 
ever, he continued to believe that they were present, and 
they began to insult him and instruct him. Because of the 
time relationship to the decrease in the dose of carbamaze- 
pine, it was hypothesized that the reaction was due to the 
carbamazepine withdrawal. The drug was reinstated at a 
dose of 1400 mg/day. The patient’s pseudohallucinations 
disappeared by the second day, and his improvement was 
uneventful. 


This reaction should be recognized in patients with com- 
plex partial seizures, as it probably relates to a hallucinatory 
withdrawal condition that can be easily managed. 
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Buspirone in Obsessive-Compulsive Disorder 


Sir: The anxiolytic buspirone has been shown to be ben- 
eficial in the treatment of generalized anxiety (1). Whether it 
is useful in other forms of anxiety disorders such as obses- 
sive-compulsive and phobic syndromes remains to be seen. 
We report here one successful use of buspirone for a case of 
odsessive-compulsive disorder. 


Mr. A, a 35-year-old man, first came to our clinic with 
“a fear of pesticides.” The patient was a farmer; he re- 
ported that for the previous 3 months he had experienced 
an increasing fear of the pesticides that he had to use on his 
land. This fear had gradually extended to all chemicals. 
His fear began after he purchased some pesticides; for the 
next 3 days he could not eat or sleep and was in a state of 
anxiety, with the recurrent thought that he had been “‘con- 
taminated.”’ Although exposure to a cholinesterase inhib- 
itor was considered, personnel at the store denied that this 
was possible. 

Mr. A felt that he was going crazy. He ruminated selec- 
tively about the pesticides. He felt compelled to avoid the 
farm and could only approach it with intense anxiety. He 
recognized that this fear was unreasonable, hence his con- 
cern about his sanity. By the time he came to our clinic, 
Mr. A reported that he could no longer attend to the farm. 
When he did force himself to go, he had to take a shower 
immediately after finishing his work at the farm and again 
as soon as he returned home. He also noted that he had to 
wash his hands 10-15 times a day. Even so, he felt that his 
hands were contaminated, and he could no longer pick up 
and eat food with his hands. His history revealed that 
before purchasing the farm he had been well, and he had 
had no phobic or obsessional symptoms until after the 
exposure to pesticides. 

A mental status examination revealed Mr. A to be a 
somewhat anxious, dysphoric, and at times teary-eyed in- 
dividual when talking about this “disaster.” There was no 
evidence of a thought disorder, major affective disorder, or 
organicity. Although there was a phobic quality about his 
presentation, he displayed clear obsessive-compulsive be- 
havior and in fact met the DSM-III criteria for obsessive- 
compulsive disorder. The patient was started on bu- 
spirone, 5 mg t.i.d., which was gradually increased over 
the next 2 weeks to a maximum dose of 30 mg/day in 
divided doses. By the end of the first week on this regimen, 
Mr. A reported a decrease in avoidance and a decrease in 
the persistence of intrusive thoughts. By the end of the 
third week, he was able to spend time on the farm, with 
mild anxiety but no obsessive thoughts. He no longer felt 
the urge to shower at the farm, and his hand washing 
decreased somewhat. He added that he no longer felt the 
“compulsion” to wash. By the end of the fourth week, he 
reported that all of his symptoms were gone. By this time 
he was going to work at the farm daily. His obsessive 
thoughts concerning chemicals and poisons were no longer 
present. He maintained his improvement on this regimen, 
and at the end of the sixth month he requested that he be 
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taken off medication. The buspirone was discontinued, 
and Mr. A continued to function fully on his farm 6 
months after discontinuation. 


Buspirone’s few side effects and lack of addictive potential 
make it an attractive candidate for the treatment of psychi- 
atric disorders. Obsessive-compulsive disorder is often resis- 
tant to pharmacological therapy. For these two reasons, we 
suggest that buspirone may be useful in the treatment of this 
disorder. 
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Premenstrual Hyperphagia: Reprise 


Sir: We read with interest the article on the relationship 
between hyperphagia and premenstrual syndrome (PMS) by 
Birgitta Both-Orthman and her colleagues (1). This was a 
well-designed study that may be an important addition to 
our database in the study of PMS. We must, however, take 
exception to the authors’ statement that “despite frequent 
references to appetite disturbances associated with premen- 
strual syndrome, to our knowledge no systematic study of 
this relationship has been undertaken.” We and our col- 
leagues in fact published a much earlier article that described 
a design and findings similar to those of Ms. Both-Orthman 
and her associates. In addition, some of their comments in 
the Discussion section of their paper related to other publi- 
cations by our group that were not cited by them. Three 
years ago we published a study of 20 PMS patients in which 
we reported a relationship between PMS and hyperphagia 
(2). In our study, hyperphagia and PMS symptoms were 
measured by food diaries and a self-rating scale, respectively. 
It was found that the women with the greater change in 
caloric intake 10 days before the onset of menses had com- 
plaints of more PMS symptoms. No relationship was found 
between caloric intake and progression of the menstrual 
cycle. 

Ms. Both-Orthman and colleagues noted a relationship 
between PMS and serum f-endorphin levels. In their discus- 
sion, they advanced a premise, based on a single article from 
1985 (3), in which they discounted the effects of B-endor- 
phin. Again, we published (in 1984) the first article 
demonstrating a possible relationship between PMS and B- 
endorphin (4). We followed up this article with two abstracts 
published in that same year. The authors stated that 
“the decreased luteal phase B-endorphin levels described 
in... [the Chuong et al.] study are not consistent with the 
increased appetite that we observed.” In fact, as we have 
discussed in many papers that were not cited, the decrease in 
the opioid B-endorphin may be thought of as similar to the 
sudden loss of the opiate morphine in drug withdrawal (5). 
Morphine withdrawal is accompanied by an increased intake 
of carbohydrates. This opiate-induced carbohydrate craving 
may find its analogue in the hyperphagia of opioid-related 
PMS. 

We feel that if our previous works, which predated the 
Both-Orthman et al. study, had not been ignored, Ms. Both- 
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Orthman and her colleagues could have produced a more 
comprehensive discussion. We trust that the omissions were 
due to deficiencies in the literature review process. 
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Sir: The article by Birgitta Both-Orthman and colleagues 
about the relation of dysphoria and appetite to the menstrual 
cycle raises several questions. 

The reported combination of a correlated exacerbation in 
appetite and dysphoria premenstrually, a significant remis- 
sion in appetite postmenstrually, and an insignificant post- 
menstrual correlation of appetite with dysphoria in the pa- 
tient group suggests that the postmenstrual remission of 
dysphoria in many of these women was not proportionate to 
the remission in appetite. This might have been due to the 
inclusion of patients with chronic dysphoria who experi- 
enced premenstrual worsening but postmenstrual return to 
an elevated baseline. Since the patients were selected to meet 
prospective requirements for PMS, it is possible that the cri- 
teria inherently failed to exclude some cases of premenstrual 
worsening. Alternatively, the lack of significance of the post- 
menstrual correlations might have been contributed to by the 
“better-than-normal”’ moods of the women with PMS (1). In 
either case, the two symptoms seem to be associated only 
before the onset of menstrual flow. This raises the question 
of how well the two variables correlate across the whole 
menstrual cycle. 

A spot-check of 28 diaries (mean+SD length=102.0 
+17.8 days) from the Hillside PMS Evaluation Service, 
which used the same daily rating form as the authors used, 
showed that the items correlating most with appetite on the 
total record were irritability (r=0.69), hypersomnia 
(r=0.67), low energy (r=0.59), anxiety (r=0.57), and de- 
pression (r=0.50). This cluster seems to describe a syndrome 
of irritable atypical depression. It would be interesting to see 
comparable figures from the data of the authors. 

The failure of dysphoria to correlate with the significant ap- 
petite fluctuations shown by the control group is again conso- 
nant with the suggestion that the two symptoms peak simul- 
taneously during episodes resembling atypical depression. 
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Response to Phototherapy of an Elderly Patient With 
Seasonal Affective Disorder 


Sir: Reports have appeared in the Journal regarding the 
treatment of seasonal affective disorder with bright light (1), 
but these have not focused on elderly patients. We report a 
single case study of an elderly patient who met the DSM-III- 
R criteria for major depressive episode, seasonal pattern. 


Ms. A was an 84-year-old woman referred by her inter- 
nist to a psychiatric hospital in November after an inade- 
quate trial of trazodone. Her chief complaint was wors- 
ening sadness of 2 years’ duration. Her symptoms at 
admission were sad mood, hyposomnia with intermittent 
and early morning awakening, anergia, guilty rumination, 
anorexia without weight loss, and passive suicidal 
ideation. 

Ms. A’s history included annual episodes of seasonal 
affective disorder for over 55 years. Onset was at the age 
of 24 years, when she had a postpartum depression. She 
had refused outpatient psychiatric treatment. When she 
was in her late 50s, she was hospitalized twice for mania. 
Her family history included depression in a daughter, a 
granddaughter, and a grandson. 

The mental status examination on admission showed a 
quiet elderly woman with moderate psychomotor retarda- 
tion. Her affect was flat, and her thought content showed 
considerable guilty rumination without signs of psychosis. 
Passive death wishes were present. Her Mini-Mental State 
(2) score was 27. 

A trial of phototherapy was selected on the basis of 
published reports of its success in the treatment of seasonal 
affective disorder (3, 4). Informed consent was obtained 
after the procedure had been fully explained. Ms. A’s 
mean 3-day baseline score on the 17-item Hamilton Rat- 
ing Scale for Depression was 16.0. She was scored on the 
depression scale between 11:00 a.m. and 2:00 p.m. each 
day. In an ABAB treatment design, phototherapy given 
according to previously -published methods (4) was 
started. On the basis that hyposomnia indicates a phase 
advance in the sleep cycle, in phototherapy trial 1, bright 
light was administered in the evenings to; produce a phase 
delay. The bright light was administered from 8:00 to 9:30 
p.m. under nursing supervision; the patient’s lack of stam- 
ina limited the sitting time to 90 minutes. Ms. A’s mean 
Hamilton depression score for the last 3 days of trial 1 
dropped to 2.3. The patient was then removed from pho- 
totherapy for 3 days. Her mean depression score during 
this period without phototherapy rose to:16.1. Photother- 
apy trial 2, in which two 150-W incandescent bulbs were 
used (5), was then started. The mean Hamilton depression 
score for the last 3 days of trial 2 was 4.3. A Student’s t test 
comparing the mean depression scores with and without 
phototherapy was computed at t=5.1, df=17, p=0.01. 
The 3-day lag between light exposure and clinical effect 
argues against an immediate placebo response, as does the 
fact that Ms. A had never shown a spontaneous remission 
in November. She was discharged in remission while con- 
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tinuing to receive evening phototherapy. She experienced 
no side effects of the phototherapy. 


We know of no other biological antidepressant treatment 
with so few side effects. Further study of the use of photo- 
therapy to treat seasonal affective disorder in the elderly is 
encouraged in order to evaluate its promising safety and ef- 
ficacy in this population. 
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Effects of Bright Light on Adrenergic and Cholinergic 
Systems 


Sir: Many clinical reports suggest that bright artificial 
light exerts antidepressant effects on patients with seasonal 
affective disorder. We would like to review findings from our 
laboratory which are consistent with the idea that bright 
artificial light may have antidepressant properties. 

We have conducted a series of experiments on adult male 
Sprague-Dawley rats in which we used high-intensity, bright 
artificial light (11,500 lux). A thermoregulation paradigm 
was used to test the hypothesis that bright artificial light can 
produce subsensitivity to the hypothermic effects of adren- 
ergic and cholinergic agonists (1-3). Core temperature was 
measured by a validated procedure that uses telemetric ther- 
mosensors (4). A bank of full-spectrum lights (VitaLite) was 
suspended 50 cm above the home cages of the animals. Clear 
Plexiglas cages were used to house five animals each. 

The design of all the experiments was the same. Mini- 
Mitters (Mini-Mitter Co., Sun River, Ore.) were surgically 
implanted in the peritoneal cavities of the rats. Five days 
were allowed for recovery before the animals were given a 
baseline challenge of the agonist and core temperature was 
measured for 120 minutes. The experimental animals were 
then placed under VitaLites and the control animals were 
placed under “normal” (300 lux) lights for 1 week of con- 
stant light exposure. Following this period, the animals were 
rechallenged with the agonist and core temperature was 
again measured. The animals were then returned to the 
preexperimental conditions for 1 week before another chal- 
lenge. In all of the experiments, we used paired t tests to 
compare the baseline, treatment, and posttreatment means 
within the groups. 

The mean +SD hypothermic response to clonidine (0.1 mg/ 
kg i.p.) at baseline was —1.22+0.47 °C. The same sample 
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showed a response of —0.03+0.32 °C following 1 week of 
light treatment (t=6.74, df=9, p<0.00009). Following the 
withdrawal of bright light for 1 week, the animals showed a 
hypothermic response of —1.16+0.44 °C, a nonsignificant 
ditference from baseline. The control group showed little 
variation from the baseline response. We concluded that 
bright artificial light can subsensitize the a,-autoreceptor, 
just as such treatments as tricyclic antidepressants, mono- 
amine oxidase inhibitors, ECT, and lithium carbonate can. 

Cholinergic overdrive or supersensitivity of the central 
muscarinic mechanism has also been implicated in the devel- 
opment of depression (5). We studied the effects of bright 
light on the hypothermia produced by the muscarinic agonist 
oxotremorine (1.5 mg/kg i.p.). Before and after exposure to 
bright light, the animals showed decreases in temperature of 
—2,50+1.08 °C and —0.36+0.82 °C, respectively (t=6.50, 
df=6, p<0.0007). The control group displayed no such dif- 
ference in responsiveness. 

In another experiment in our series, 11 animals were ex- 
posed to bright light for 2 weeks following a baseline chal- 
lenge of nicotine (1.0 mg/kg i.p.). The thermic response at 
baseline was —1.69+0.83 °C. However, after 2 weeks of 
bright light, the same group responded with a temperature 
increase of 0.31+0.46 °C (t=7.35, df=10, p<0.00003). The 
control group did not exhibit this blunted response to nico- 
tine. This suggests that bright artificial light, like other anti- 
depressant treatments, produces a subsensitivity of nicotinic 
mechanisms. 

Since none of our control groups ever exhibited the 
blunted responsiveness that the experimental groups did, we 
concluded that light intensity was the critical variable and 
that the findings were not simply due to a shift in circadian 
rhythms. Although the mechanism by which bright artificial 
light produces its antidepressant effects is unknown, it ap- 
pears that, at least in rats, the effects are widespread and may 
involve various neurotransmitter systems. Our data are con- 
sistent with the hypothesis that bright artificial light exerts 
antidepressant effects. 
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Effects of Excluding Some Patients With Personality 
Disorders From a Study on Depression 


Sir: Paul A. Pilkonis, Ph.D., and Ellen Frank, Ph.D., pre- 
sented an interesting paper on personality pathology in re- 
current depression (1). However, I believe that one aspect of 
their method requires further emphasis and discussion. They 
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stated that patients who met the DSM-III criteria for bor- 
derline or antisocial personality disorder were excluded. This 
could have had a considerable effect on their findings. In our 
own study of 78 nonpsychotic depressed inpatients assessed 
according to the Structured Interview for DSM-III Personal- 
ity Disorders (2), we found that borderline personality dis- 
order was the most frequent personality disorder (23%) (3). 
We have also found (as have others) that there is about a 
66% overlap between the diagnoses of borderline personal- 
ity disorder and histrionic personality disorder when the 
DSM-III criteria are strictly followed and a comprehensive 
structured interview for axis II assessment is used (4). Since 
narcissistic personality disorder is a relatively infrequent di- 
agnosis among clinical samples of depressed patients, the 
authors essentially excluded most patients with axis II sec- 
ond-cluster diagnoses. 

Our own study agrees with the report of Drs. Pilkonis and 
Frank. We found that only 24% (10 of 41) of the patients 
with depression and concurrent personality disorder but 
59% (22 of 37) of the patients with depression only showed 
a 50% decrease in their Hamilton Rating Scale for Depres- 
sion scores at the time of discharge (2, 5). Comparing pa- 
tients with different personality diagnoses is difficult, since 
patients can simultaneously meet criteria for several person- 
ality disorders in more than one cluster. Even so, our 10 
patients with personality diagnoses limited to the second 
cluster had an antidepressant response rate of only 10%, 
compared to 40% among the 15 patients with diagnoses 
limited to the third cluster. Although this difference was not 
statistically significant, I expect that an extension of this 
study which is now in progress will confirm my clinical im- 
pression that patients with second-cluster diagnoses have a 
lower response rate to antidepressant treatment than those 
with diagnoses from the first or third cluster. 

These findings suggest that the exclusion criteria used by 
Drs. Pilkonis and Frank had two potential effects. First, the 
exclusion of patients with borderline or antisocial personal- 
ity disorder may have attenuated their estimate of the overall 
strength of association between personality pathology and 
treatment response, so that the true association was even 
stronger than they reported. Second, the variance associated 
with second-cluster pathology may have been artificially re- 
duced, so that the predictive power of second-cluster factors 
relative to factors loading on other clusters may have been 
underestimated. 
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Potential for Abuse of Alprazolam 


Sir: In a recent issue of the Journal, Claudia Schmauss, 
M.D., and her colleagues (1) reported that 0.5 mg of alpra- 
Bare had higher potential for abuse than 5 img of diazepam 
in five inpatients dependent on other benzddiazepines. The 
difference between the two drugs in potential for abuse was 
statistically significant; however, the design of the study was 
not entirely clear. Alprazolam appeared to ‘have been given 
between doses of diazepam on 2 days. At the end of the day, 
patients completed ratings of “liking” on a' 5-point scale of 
drug-seeking behavior and a 16-point scale rating how much 
the patient would like to take the drug again. Alprazolam 
could have been taken in the morning or at noon, and ratings 
were made just before the third drug dose! of the day, pre- 
sumably at suppertime. 

Our group completed a rather different study of the abuse 
liability of alprazolam and found different results (2). Thirty 
psychologically and physically healthy college students with 
histories of recreational use of sedative drugs were given 
single doses of alprazolam (2 mg), lorazepam (4 mg), diaz- 
epam (20 mg), methaqualone (300 mg), and placebo on a 
randomized, double-blind basis. Sessions were carried out 
weekly, Unlike the subjects of Dr. Schmauss and associates, 
none of our subjects was physically dependent on benzodia- 
zepines, alcohol, or any other medication. 

Our study included a “use again” measure which appears 
identical to that described by Dr. Schmauss and her col- 
leagues. On our measure, the seeking score for diazepam was 
52%, for alprazolam 49%, and for methaqualone 65%. The 
methaqualone value was significantly different from those 
for alprazolam and placebo but not from the value for 
diazepam. 

Our subjects assigned a street value (in dollars) for each 
drug they received. On this measure of “liking,” methaqua- 
lone averaged $2.40, diazepam $1.45, and alprazolam 
$0.68. The street value of methaqualone was significantly 
higher than that for placebo (street value=$0.22). The value 
for alprazolam was not significantly different from that for 
diazepam or placebo. 

On a reduced version of the Addiction Réa Center 
Inventory, diazepam and methaqualone were significantly 
more likely to produce euphoria than was placebo; alprazo- 
lam was not. Alprazolam produced its greatest effect on mea- 
sures of sedation, which may have offset any weak euphoric 
effect—a phenomenon we have observed before (3). In rec- 
reational-drug-using college students, alprazolam did not ap- 
pear to have as great a potential for abuse as diazepam. 

The differences between our results and those of 
Dr. Schmauss and her associates may have been due to a 
number of factors: differences in population (drug-de- 
pendent versus nondependent), measurement instruments 
(subjective self-report and analog scales versus analog 
scales), and methodology. On this latter point, the accuracy 
of patients in reporting their subjective reactions to alprazo= 
lam “sandwiched” between doses of diazepam is question- 
able. Moreover, Dr. Schmauss and associates asked their 
subjects to recall their feelings regarding: drug liking and 
seeking at the end of the day, not immediately following drug 
administration (as we did). There is reason to believe that 
their retrospective reports may have been influenced by di- 
azepam. Finally, there was no mention of whether the sub- 
jects were blind to the drugs they received. 
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JONATHAN O. COLE, M:D. 
MARESSA HECHT ORZACK, PH.D. 
Belmont, Mass. 


Comments on the Overt Aggression Scale 


Sm: The Overt Aggression Scale (OAS), as reported in this 
journal (1) and elsewhere (2), treats its data as though they 
were measurable along an interval scale. The heterogeneous 
items included in the OAS, while reflecting the inherent com- 
plexity of aggression (3), do not merit reduction to an inter- 
val scale. Therefore, the OAS, as currently constructed, may 
lead those who use it to draw unwarranted conclusions: 

A scale of measurement should.be chosen by examining 
the intrinsic nature of the data that are to be measured. A 
nominal scale asks orily that data be assignable to unique and 
distinct categories. An ordinal scale further requires that data 
be put in order with regard to size. An interval scale imposes 
the additional requirement that size be referable to a unit of 
measure (4). 

- The OAS includes five subscales: verbal aggression, phys- 


ical aggression against inanimate objects, self, and other peo- 


ple, and hospital staff interventions. By arithmetically com- 
bining values from each of these subscales intö “a composite 
rating,” oné implicitly invokes an interval scale of measure- 
ment (1). The OAS values are thus assumed to adhere to a 
nonsensical algebra of aggressiveness. Does ọne black eye 
(OAS value=5) really equal three swearwords (OAS value 
=1) plus a mouthful of spittle (OAS value=4) (2)? Similarly, 
Pearson correlation coefficients require legitimate interval 
scale values for their calculation and should not have been 
computed using OAS data (1). 

Even used as a nominal scale, OAS categories appear to 
require revision. For example, should “bangs head” and 
“hits fists into [inanimate] objects” be lumped together (2)? 
Since aggressiveness conceptually incorporates aspects of 
dangerousness arid since head trauma sequelae far outweigh 
a fractured hand, one could reason that these behaviors rep- 
resent disparate amounts and/or kinds of aggressiveness and 
should not be combined. Turning from lumpisig to splitting, 
we find that criteria used to distinguish between OAS cate- 
gories contain ambiguities. For example, where does “makes 
moderate threats to others or self” leave off and “makes clear 
threats of violence toward others or self” begin (2)? 

The following temedies are proposed. OAS items need to 
be cleatly defined. The intervention subscale should be nom- 
inal, since hospital staff interventions depend as much on the 
type of aggressive behavior as on its Severity. The severity of 
aggression could be ranked independeritly on each of the 
four remaining OAS subscales. In general, clinical observers 
would be expected to be able to perceptually and conceptu- 
ally discriminate five (including a null response item) or even 
more ordinal categories along each of the subscales (5). The 
subscales could then be separately validated by showing that 
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otservers are able to distinguish among the ordinal categc- 
ries. Alternatively, obsérvers could be trained to do so, 

An uncomplicated, standardized nominal scale for doct- 
menting aggressive behavior, including ordinal subscales, 
would stand out among the dozens of behavioral rating 
scales currently in existence. The corresponding pruden-, 
ncnparametric statistical methods would avoid drawing spr- 
ricus parametric conclusions (4). The resulting scale could be 
confidently incorporated into clinical studies that test alter- 
native interventions for aggressive behavior. 
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ROBERT SCOTT SMITH, ME. 
New Orleans, Le. 


Ruminatioii in Patients With Eating Disorders 


Sir: I agree with Rolf Günther, M.D., who believes that it 
mzy be helpful to consider a diagnosis of an eating disorder 
in incleat cases of salivary gland enlargement (1). It appears 
thet the uncommon syndrome of rumination is not so un- 
common, and in our treatment center we have developed a 
group known as the “R Group” for persons who are rumi- 
naring actively while suffering from anorexia and bulimia 
nervosa. This group is growing in numbers as we ask the 
question whether.or not patients are ruminating. Previously, 
I have described the association of rumination with an eating 
disorder (2, 3), and I would like to advise Dr. Günther and . 
the readers of the American Journal of Psychiatry to conside- 
the association between rumination and anorexia nervosa 
and between rumination and bulimia nervosa in individuals 
suffering from salivary gland enlargement, even if the etiol- 
ogy is unclear. 
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Use of Sexist Language 


Sir: An otherwise excellent article by R. William Betcher, 
Ph.D., M.D., and Norman E. Zinberg, M.D., on the super- 
vision of psychotherapy (1) was marred by sexist language. 
In a case example we were told that “a 4th-year psychiatric 
resident ptesented the case of a young man, Mr. A, who had 
felt ‘dumped’ by a girl.” Further, we note that the Informa- 
tion for Contributors section in the American Journal of 
Psychiatry does not mention the use of nonsexist language, 
despite its four-page length. Finally, we note that this is not 
an isolated occurrence of sexist language in out Association’s 
journal; it is just one of the more blatant examples. 

The use of the term “girl” to refer to a woman is partic- 
ularly demeaning (2). We realize that the “young man” re- 
ferred to may have been very angry at having been 
“dumped” and meant to demean his former companion. 
However, the authors should have placed “girl” within quo- 
tation marks or offered some explanation. In any event, this 
sexist reference should have been caught by the editors. 

The use of nonsexist language has become increasingly 
common in the 1980s. In 1982 the Publication and Commu- 
nications Board of the American Psychological Association 
adopted a nonsexist language policy for all American Psy- 
chological Association publications. Their guidelines are 
clear, concise, and easy to use (3). The Public Affairs Division 
of the American Psychiatric Association also has guidelines 
about how to avoid sexist copy. In addition, the American 
Psychiatric Association took an explicit stand against sexism 
by supporting the Equal Rights Amendment. Despite these 
efforts to make inroads on the use of sexist language, blatant 
misunderstanding of the intent of informed authors abounds 
(4), and the American Psychiatric Association still has no 
written, published policy regarding the use of nonsexist lan- 
guage in its journals. 

We would like to invite further dialogue on this matter and 
hope that it will result in some long-overdue action. 
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PHILIP M. COONS, M.D. 
ELIZABETH S. BOWMAN, M.D. 
Indianapolis, Ind. 


Psychiatric Aspects of Lying 


Sır: The article “Lies and Liars: Psychiatric Aspects of 
Prevarication” by Charles V. Ford, M.D., and his colleagues 
(1) drew attention to an important and often overlooked 
phenomenon that psychiatrists encounter daily, eee 
the authors’ focus was on the psychiatric aspects of lying, I 
was somewhat surprised to see no reference to Sissela Bok’s 
excellent book on lying (2). While discussing predominantly 
the philosophical and social aspects of lying, Bok also 
pointed out important elements of the interactional effects of 
lying. She suggested that a basic shared tenet of social inter- 
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action is that both parties operate honestly. She equated ly- 
ing with violerice in its effects on the recipient. She suggested 
that the person lied to experiences the lie as controlling and 
as an assault on shared assumptions and boundaries. 

I believe it is essential that we, as clinicians, attend to this 
reaction. Patients inevitably deceive psychiatrists and clini- 
cians, consciously or unconsciously, and it is not uncommon 
for them to lie consciously. Couritertransferential anger 
about the controlling or attacking quality of patients’ lies has 
an important impact on individual psychiatric care, and es- 
pecially institutional care. Dr. Ford and his colleagues of- 
fered important insights and understandings about the role 
of lying in psychiatric disorders. However, without the staff’s 
understanding and management of the countertransference, 
patients frequently end up in hostile interactions with staff 
members, with consequent impairments in clinical care. 
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JANE M. WOLF, M.D. 
_ Burlington, Vt. 


Drs. Ford and Hollender Reply 

Str: Dr. Wolf has highlighted an extremely important 
facet of the psychology of lying: the lie is often perceived by 
the recipient as an aggressive assault. Other authors, includ- 
ing Bursten (1) and Kernberg (2), have also alluded to the 
aggressive aspect of lying. 

It is important to note that lying is motivated by many 
different psychological forces, both conscious and uncon- 
scious. At times the motivation is aggression, but not always. 
However, regardless of the liar’s motivation, the recipient of 
a lie may perceive it as an attack: Thus, as noted by Dr. Wolf, 
and previously by Kohut (3), the therapist, must make an 
effort to recognize his or her emotional response to the lie 
and to accurately identify the lie’s psychological determi- 
nants. Within this context therapeutic interventions can be 
quite effective (4). 
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Issues of Treatment Efficacy in Legal Proceedings 


Str: The article “The Right to Refuse Treatment With 
Antipsychotic Medications: Retrospect and Prospect” by 
Paul S. Appelbaum, M.D. (1) was a lucid overview of a 
controversial subject. Dr. Appelbaum described two distinct 
courses of action that are used when patients refuse treat- 
ment with antipsychotic medication. The treatment-driven 
model allows physicians to give appropriate medication to 
committed patients who are refusing it. The determination of 
whether a medication is appropriate may rest solely with the 
treating physician or may include an independent clinical 
review. The rights-driven model is concerned not only with 
the appropriateness of medication but also with determining 
whether the patient is competent to refuse appropriate med- 
ication. These determinations may or may not involve a 
court hearing. In neither model is effective treatment a pri- 
mary focus of discussion. This is unfortunate, because not all 
appropriate treatments are effective, and I believe that both 
the patient and the hospital would be better served by plac- 
ing more emphasis on determinations of efficacy. 

An emphasis on effective treatment would be particularly 
pertinent in the five states—New York included—which 
spend a substantial amount of time taking patients to court 
so that a judge can rule on whether the proposed medication 
regimen is appropriate and on the competency of the patient. 
Under these circumstances, weeks can go by before a grossly 
psychotic, incompetent patient can receive appropriate med- 
ication. Furthermore, the future medication regimen must be 
more or less rigidly specified at the time of the court hearing. 
This leaves the hapless treating physician in the position of 
having to initiate another time-consuming court hearing in 
order to alter the treatment if the court-approved treatment 
is found to be ineffective or, worse yet, harmful. 

I wish to suggest an alternative model whereby if court 
proceedings are used, they facilitate the implementation of 
an effective treatment regimen. As in the treatment-driven 
model, physicians would be allowed to give appropriate 
medication over the objections of the committed patient. 
Preferably, this would be done following an independent 
clinical review. The court would then be notified that this is 
being done, and a reasonable time frame would be set up in 
which to demonstrate the efficacy of the treatment. In many 
if not most instances, the patient will improve as expected 
and accept medication. When this is the case, no further 
court action is necessary, and much patient suffering and 
wasted time is eliminated. Knowing that a court case is pend- 
ing would give the hospital the incentive and flexibility to 
expeditiously seek an effective and acceptable treatment. On 
the other hand, if after the specified time period the patient 
continues to object to treatment, a court hearing would be 
held. However, unlike the present scheme, which often has 
physicians and judges rendering opinions and judgments 
based on predictions of future response, the proposed model 
would provide first-hand information for directly evaluating 
the treatment effort. There are many legal and practical 
problems with this approach. Nevertheless, 1 believe that 
better patient care would result if more attention were paid 
to considerations of the efficacy of medication than to ob- 
jection proceedings. 
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J.D. KANOFSKY, M.D. 
The Bronx, N.Y. 


Dr. Appelbaum Replies 


Sir: Dr. Kanofsky is concerned that issues of efficacy are 
slighted when involuntary treatment is authorized. Part of 
the problem he addresses is merely semantic. No treatment 
can be considered appropriate unless good reason exists to 
believe that it will be efficacious. Often, for the initial treat- 
ment decision, efficacy can be predicted on the basis of pre- 
vious treatment experience. Massachusetts courts, for exam- 
ple, require explicitly that prior response to medication be 
taken into account when a substituted judgment is made 
about whether the patient, if competent, would accept med- 
ication (1). Thus, the distinction between likely efficacy and 
a prior appropriateness is a false one. 

But Dr. Kanofsky identifies a real issue as well. Once ap- 
proved, a medication regimen should not continue beyond a 
reasonable trial period unless evidence of efficacy—either in 
producing improvement or in inhibiting deterioration—is 
present. One would hope review of this question would oc- 
cur in every treatment setting, whether patients are receiving 
treatment voluntarily or under coercion. When patients ob- 
ject to treatment, under both treatment-driven and rights- 
driven models of handling refusal, formal periodic rereview 
of the bases for overriding patients’ wishes, including 
the appropriateness of continued treatment, should be 
undertaken. 

Is there value in the mixed approach to review that Dr. 
Kanofsky suggests, with clinical review followed, after a trial 
period, by a judicial hearing if patients continue to object? 
For treatment-driven models, in which the decision to med- 
icate turns exclusively on considerations of appropriateness 
of the medication, there is little reason to believe that courts 
are well suited to determining treatment efficacy. The review 
process would better be left in independent clinical hands. 
For rights-driven models, in which the nominally legal issue 
of patient competency is considered along with the appro- 
priateness of the regimen, this mixed approach to review 
might constitute a reasonable compromise between exclu- 
sively clinical or judicial oversight. Although civil libertari- 
ans may be loath to trust clinicians’ initial assessments of 
competency and clinicians may be wary of judges’ subse- 
quent views on efficacy, there would be clear advantages to 
this approach, particularly in comparison to exclusively judi- 
cial review. 
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anxiety (letter). Tollefson, Mr 379-380 

Augmentation of antiobsessional treatment 
with fenfluramine (letter). Hollander, Oc 
1314-1315 

B Blockers in neuroleptic-induced akathisia 
(letters). Bansil; Ratey; reply of Dupuis, 
Jy 899-900 

Carbamazepine and hyponatremia (letter). 
Vieweg, reply of Yassa, Oc 1323-1324 

Combination of lithium carbonate and an 
MAOI in refractory depressions. Fein, Fe 
249-250 (letter: Milstein, Se 1178) 

Combined drug therapy for an elderly de- 
pressed patient (letter). Lieff, Au 1034— 
1035 f 

Lithium therapy in carbamazepine-induced 
agranulocytosis (letter). Servant, Mr 381 

Nausea from taking both lithium and tri- 
hexyphenidyl (letter). Swartz, Je 767- 
768 

Possible synergism between fluoxetine and 
lithium in refractory depression. Pope, 
Oc 1292-1294 

T, and lithium potentiation of tricyclic an- 
tidepressants (letter). Joffe, Oc 1317— 
1318 

Commitment, Civil 

Competency determinations (letter). Beck, 
reply of Bloom, Oc 1325-1326 

Predictors of violence in civilly committed 
acute psychiatric patients. McNiel, Au 
965—970 

Right to refuse treatment with antipsy- 
chotic medications: retrospect and pros- 
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pect. Appelbaum, Ap 413-419 (letters: 
Hume, Oc 1320; Kanofsky, De 1612) 

Community Mental Health Centers see also 
Mental Health Services, Delivery and 
Utilization of 

Types of patients served by various provid- 
ers of outpatient care in CMHCs. 
Windle, Ap 457-463 

Comorbidity 

Comorbidity of other psychiatric distur- 
bances in depressed, psychiatrically hos- 
pitalized children. Alessi, De 1582-1584 

Psychiatric comorbidity and length of hos- 
pital stay (letter). Huyse, Oc 1319 

Competency 

Competency determinations (letter). Beck, 
reply of Bloom, Oc 1325-1326 

Guidelines for legal and financial counsel- 
ing of Alzheimer’s disease patients and 
their families. Overman, De 1495—1500 

Computerized Tomography 

Comparison of MRI and CT scans in a 
group of psychiatric patients. Cohen, Se 
1084—1088 

Neuroanatomical abnormalities in obses- 
sive-compulsive disorder detected with 
quantitative X-ray computed tomogra- 
phy. Luxenberg, Se 1089—1093 

Use of magnetic resonance imaging in psy- 
chiatry. Garber, Fe 164—171; correction, 
Ap 540 (letters: Coffey, Se 1181-1182; 
Krishnan, Oc 1316) 

Concentration Camps 

Survivors of childhood experiences in Jap- 
anese concentration camps (letter). Krell, 
Mr 383-384 

Consultation-Liaison Psychiatry 

Characteristics of psychiatric consultations 
in a pediatric cancer center. Rait, Mr 
363-364 

Treatment opportunities on a consultation/ 
liaison service. Lyons, No 1435-1437 

Conversion Reaction 

Case of psychogenic urinary retention 
(letter). Sagar, Se 1176-1177 

DSM-III-R conversion disorder and the un- 
conscious (letter). Good, Se 1177 

Utility of electromyographic biofeedback in 
the treatment of conversion paralysis. 
Fishbain, De 1572-1575 

Corrections 

Finch SM: bk rev, EA Schwaber (ed): The 
Transference in Psychotherapy: Clinical 
Management (144:1499). Fe 280 

Garber HJ, Weilburg JB, Buonanno FS, 
Manschreck TC, New PFJ: Use of mag- 
netic resonance imaging in psychiatry 
(145:169). Ap 540 

Cortisol see also Dexamethasone Suppres- 
sion Test 

Dexamethasone suppression index: en- 
hancement of DST diagnostic utility for 
depression by expressing serum cortisol 
as a function of serum dexamethasone. 
Arana, Je 707-711 

Prolactin, cortisol, and antidepressant treat- 
ment. Fava, Mr 358—360 

Costs of Medical Care 

Greening of the HMO: implications for 
prepaid psychiatry. Bennett, De 1544- 
1549 

Psychiatry and the resource-based relative 
value scale. Dorwart, Oc 1237—1242 


Course of Psychiatric Disorder 

Graphic representation of the life course of 
illness in patients with affective disorder. 
Post, Jy 844-848 

Court Decisions see Forensic Psychiatry 

Creatine Kinase 

Creatine kinase elevation after neuroleptic 
treatment. Pearlman, Au 1018—1019 

Creativity 

Mental illness and creativity (letters). Flach, 
reply of Andreasen, Je 771-772; George, 
reply of Andreasen, Jy 908 

Crime 

Court-mandated community outpatient 
treatment for persons found not guilty by 
reason of insanity: a five-year follow-up. 
Lamb, Ap 450-456 

Mental health, alcohol and drug use, and 
criminal history among homeless adults. 
Gelberg, Fe 191-196 

Neuropsychiatric, psychoeducational, and 
family characteristics of 14 juveniles con- 
demned to death in the United States. 
Lewis, My 584-589 

Psychiatry and the criminal justice system: 
testing the myths. Phillips, My 605—610 

Crying 

Pathological crying and laughter (letter). 
Signer, reply of Green, Fe 278 

CT Scan see Computerized Tomography 

Cultural Psychiatry 

DSM-III psychiatric disorders among 
Hmong refugees in the United States: a 
point prevalence study. Westermeyer, Fe 
197—202 (letter: Glassman, No 1486- 
1487) 

Influences of time, ethnicity, and attach- 
ment on depression in Southeast Asian 
refugees. Beiser, Ja 46—51 

Sociocultural study of Koro epidemics in 
Guangdong, China. Tseng, De 1538- 
1543 

Zar: a traditional method of healing in Af- 
rica and the Middle Fast (letter). Salama, 
Au 1040 

Cushing’s Disease 

Phenomenology and family history of affec- 
tive disorder in Cushing’s disease (letter). 
Starkman, Mr 390-391 

Cyproterone Acetate 

Female hypersexuality treated with cypro- 
terone acetate (letter). Mellor, Au 1037 


D 


Danazol 

Interaction of danazol and carbamazepine 
(letter). Nelson, Je 768-769 

Dangerousness see Violence 

Day Care 

Infant day care controversy (letter). West- 
man, Se 1177—1178 

Death Penalty 

Neuropsychiatric, psychoeducational, and 
family characteristics of 14 juveniles con- 
demned to death in the United States. 
Lewis, My 584-589 

Deceased Members of the American Psychi- 
atric Association 

Deceased members of the American Psychi- 
atric Association. Ja 69, Mr 357, My 
594, Jy 803, Se 1083, No 1368 
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Deinstitutionalization 

Mental patients’ attitudes toward hospital- 
ization: a neglected aspect of hospital 
tenure. Drake, Ja 29-34 

Delirium 

Cholinergic mechanisms in delirium (letter). 
Coffman, Mr 382-383 

ECT-induced posticcal delirium and elec- 
trode placement. Leechuy, Jy 880-881 

Relationship of plasma imipramine levels to 
CNS toxicity in children (letter). Pres- 
korn, Jy 897 

Delirium Tremens 

Cerebral blood flow during delirium tre- 
mens and related clinical states studied 
with xenon-133 inhalation tomography. 
Hemmingsen, No 1384-1390 

Delusions 

Depressive illness with delusions of AIDS 
(letter). Shetty, Je 765 

Neurochemical variables in delusional de- 
pression. Lykouras, Fe 214-217 

New and timely delusion: the complaint of 
having AIDS. Mahorney, Se 1130-1132 

Dementia see also Alzheimer’s Disease 

Bedside differentiation of depressive pseu- 
dodementia from dementia. Reynolds, Se 
1099-1103 

New scale for the assessment of depressed 
mood in demented patients. Sunderland, 
Au 955-959 

Self-care capacity and anticholinergic drug 
levels in nursing home patients. Rovner, 
Ja 107-109 

Depression, Diagnosis of see also Dexameth- 
asone Suppression Test 

Bedside differentiation of depressive pseu- 
dodementia from dementia. Reynolds, Se 
1099-1103 

Dexamethasone suppression index: en- 
hancement of DST diagnostic utility for 
depression by expressing serum cortisol 
as a function of serum dexamethasone. 
Arana, Je 707-711 

DSM-III and DSM-III-R dysthymia and 
major depression (letter). Ladds, reply of 
Kocsis, Se 1186 

HPA axis abnormalities in depressed pa- 
tients with normal response to the DST. 
Meller, Mr 318—324 

New scale for the assessment of depressed 
mood in demented patients. Sunderland, 
Au 955-959 

NIMH Depression Awareness, Recogni- 
tion, and Treatment Program: structure, 
aims, and scientific basis. Regier, No 
1351-1357 

Depression, Research in 

Anxiogenic effects of caffeine on panic and 
depressed patients. Lee, My 632-635 

Clinical and psychobiological characteris- 
tics of simultaneous panic disorder and 
major depression. Grunhaus, Oc 1214— 
1221 

Comorbidity of other psychiatric distur- 
bances in depressed, psychiatrically hos- 
pitalized children. Alessi, De 1582-1584 

Comparison of mania and depression after 
brain injury: causal factors. Robinson, Fe 
172-178 

Comparison of seasonal and nonseasonal 
affective disorders. Garvey, Ja 100-102 

Depression and panic attacks: the signifi- 
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cance.of overlap as reflected in follow-up 
and family study data. Coryell, Mr 293~ 

_ 300 (letter: Vassall, No 1481) 

Depression ‘and. photophobic . behavior 
letter), Gebalde: No 1479-1480 

Depressions secondary to other psychiatric 
disorders and medical illnesses. Wino- 
kur, Fe 233-237 (letter: Fornal, No 
1488) 

Depressive disorders in 100 adolescents 
who attempted suicide (letter). Chabrol, 

_ Mr 379 

Depressive illness with delusions of AIDS 
iletter)..Shetty, Je 765 

Double depression and episodic major de- 
Sression: demographic, clinical, familial, 
Dersonality, and socioenvironmental char- 
acteristics dnd short-term outcome. Klein, 
Oc 1226-1231 

DST and stiicide among depressed alcoholic 
patients (letter). Boza, Fe 266-267 

Elevation, of immunoreactive CSF TRH in 
depressed patients. Banki, De 1526- 
1531 

Epidemiologic evidence far early onset of 
mental disorders and higher risk of drug 
abuse in young adults. ee Au 971- 
975 

Evidence for atypical depression ir in Parkin- 
36n’s disease. Schiffer, Au 1020-1022 

Growth hotmone-releasing factor stimula- 
tion test in depression. Krishnan, Ja 90- 
52 

HPA axis abnortialities in depressed pa- 
tients with normal response to the DST. 
Meller, Mr 318~324 , 

Influences of time, ethnicity, and attach- 
ment on depression in Southeast Asian 
refugees. Beiser, Ja 46-51 

Insulin resistance after oral glucose toler- 
ance testing in patients with major de- 
pression. Winokur, Mr 325-330 

Leakoencephdlopathy and depression (let- 
ter). Coffey, reply of Garber, Se 1181- 
1182 

. Neurochemical variables in delusional de- 
_ pression. Lykouras, Fe 214-217 | 

NIMH Depression Awareness, Recogni- 
tion, and Treatment Program: structure, 
aims, and scientific basis. Regier, No 
1351-1357 

Personality pathology in recurrent depres- 
sion: nature, prevalence,.and relationship 
to treatment response. Pilkonis, Ap 435— 
441 (letter: Pfohl, Dé 1608-1609) 

PET imaging of cortical S, serotonin recep- 
tors after stroke: lateralized changes and 
relationship to depression. Mayberg, Au 
937-943 

Phenomenology of major dépression from 
childhood through adulthood: analysis 
of three studies. Carlson, Oc 1222-1225 

‘Possible role of antidepressants in precipi- 
tating mania and hypomania in recurrent 
depression. Kupfer, Jy 804-808 

Pastpsychotic depression dnd negative 
symptoms: an investigation of syndromal 
overlap, Siris, De 132-1537 

Prevalence of clinically significant depres- 
sive sym stoms in black and white pa- 
tients in tamily practice settings. Zung, Jy 
882-883 

Prolactin, cortisol, and antidepressant treat- 
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ment. Fava,, Mr 358-360 

Selection of subjects for study of depression 
in adolescents (letter). Geller, reply of 
Kashani, Mr 395-396 5 

Sex differences in recurrent depression: are 
there any that are significant? Frank, Ja 
41-45 

Social ‘networks , ahd piychoparliology 
among substance abusers. Westermeyer, 
Oc 1265-1269 

Social supports in rélation to physical 
health and syrriptoms of depression in the 
elderly. Grant, Oc 1254-1258 

Somatization and depression: in fibtomyal- 
pia syidrome. Kirmayer, Au 950~954. 

Structural brain changes revealed by MRI 
(letter). Krishnan, Oc 1316 

Thyroid disorders in female psychiatric pa- 
tients with panic disorder or agorapho- 
bia. Orenstein, No 1428-1430 

Twenty-fouf-hour profiles of body temper- 
ature arid plasma TSH in bipolar patients 
during depression and during remission 
and in normal control subjects. Souetre, 
Se 1133-1137 

Weaning and. depression: another postpar- 
tum complication. Susman, Ap 498-501 

Validity of subtyping psychotic depression: 
examination of phenomenology and de- 
mographic characteristics. Breslau, Ja 
35-40 

Ventricular and sulcal size at the onset of 
psychosis. Iacono, Jy 820-824 

Depression, Treatment of 

S-Adenosylmethionine treatment of depres- 
sion: a controlled clinical trial. Bell, Se 
1110-1114 

Combination of lithium carbonate’ and an 
MAOI in refractory depressions. Fein, Fe 

_ 249-250 (letter: Milstein, Se 1178) 

ee drug therapy for an elderly de- 

patient (letter). Lieff, Au 1034- 

1035 

DST results in nonpsychotic depressed out- 
patients. Khan, Se 1153-1156 

Effects of bright light on adrenergic and 
cholinergic systems (letter). Majchrzak, 
. De 1608 

Effects of ECT on brain structure: a pilot 
prospective magnetic resonance imaging 
study. Coffey, Je 701-706, 

Imipramiine and social-vocational adjust- 
ment in chronic depression. Kocsis, Au 
997-999 

NIMH Depression Awareness, Recogni- 
tión, and Treatment Program: strutture, 
aims, and scientific basis, Regier, No 
1351-1357 

Occult thyroid dysfunction in patients with 
refractory depression. Gewirtz, Au 
1012-1014 

Phenelzine versus imipramine in the treat- 
ment of probable atypical depression: de- 
fining syndrome boundaries of selective 
MAOI responders. Quitkin, Mr 306- 
311 (letter: Nakdimen, Oc 1322) 

Possible synergisin between fluoxetine and 
lichium in refractory depression. Pope, 
Oc 1292-1294 

Prolactin response to tryptophan during 
miansetin treatment. Cowen, Je 740-741 

Response of psychotic and nonpsychotic de- 
pression to phenelzine. Janicak, Ja 93-95 


Severe’ daytime somnolence in roar 
treated with an MAOI. Teicher, De 
1552-1556 

T, and lithium potentiation of weyic an- 
tidepressants (letter). Joffe, Oc 1317- 
1318 

Developmental Disorders 

Low-dose neuroleptic therapy for children 
with childhood-onset pervasivé develop- 
mental disorder. Joshi, Mr 335-338 

Developmental Processes 

Developmerital psychiatry comes of age. 

- Bowlby, Ja 1-10 

Dexamethasoneé Suppression Test . ; 

Dexamethasone suppression: index: en- 
hancement of DST diagnostic utility for 
depression by expressing serum cortisol 
as a function of serum dexamethasone. 
Araria, Je 707-711 

Drugs and the DST: need for à reappraisal. 
Kraus, Je 666—674 

DST and suicide'among deptessed alcoholic 
: patients (letter). Boza, Fe 266—267 

DST results in nonpsychotic depressed out- 

> patients. Khan, Se 1153-1156 . 

HPA axis abnormalities in depressed pa- 
tients with normal response to the DST. 
Meller, Mr 318-324 

Prolactin, cortisol, and antidepressant treat- 
ment. Fava, Mr 358-360 

Diabetes 


Suicide and mortality from diabetes (letter). 
Foster, Fe 272 
ie dca and Classification see also DSM- 


Flaite schizoid, and dependent person- 
ality disorders (letters). West; Akhtar; re- 
ply of Trull, Fe 276-278 

Changirig diagnostic criteria (editorial). 
Gift, No 1414-1415 

Clinical and psychobiological characteris- 
tics of simultaneous panic disorder and 
major depression. Grunhaus, Oc 1214— 
1221 

Comparison of. DSM-III and DSM- HER 
schizophrenia. Fenton, No 1446-1449 

Comparison of three measures for the diag- 
nosis of borderline personality disorder. 
Angus, No 1453-1454 

Deficit aid nondeficit forms of schizophie- 
nia: the concept. Carpenter, My 578- 
583 

Depression and panic attacks: the signifi- 
cance of overlap as reflected in follow-up 
and family study data. Coryell, Mr 293— 
300 (letter: Vassall, No 1481) f 

Diagnostic classification through content 
analysis of patients’ speech. Oxman, Ap 
464-468 `. 

DSM-IH and DSM-III-R diagnoses of au- 
tism. Volkmar, No 1404—1408 i 

DSM-III, draft DSM-III-R, and the diagno- 
sis and prevalence of bulimia in Austra- 
' lia. Ben-Tovim, Au 1000~1002 

DSM-III-R criteria for posttraumatic stress 
disorder. Brett, Oc 1232-1236 

DSM-HI-R personality disorders: an over- 
view. Widiger, Jy 786-795 

Evaluation of diagnosti¢ criteria for border- 
line personality disorder. Nurnberg, Oc 
1280-1284 

Personality disorders in DSM-III and DSM- 
III-R: convergence, coverage, and inter- 
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nal consistency. Morey, My 573-577 

Postpsychotic depression and negative 
symptoms: an investigation of syndromal 
overlap. Siris, De 1532-1537 

Prodromal symptoms in panic disorder 
with agoraphobia. Fava, De 1564-1567 

Refining the diagnosis of schizophreniform 
disorder. Beiser, Je 695-700 

Some correlates of prospectively defined 
premenstrual syndrome. Schnurr, Ap 
491-494 (letters: Callender; Grosz, No 
1481-1482) 

Tourette-like disorder after herpes enceph- 
alitis (letter). Turley, De 1604-1605 

Who seeks mental health care in China? di- 
agnoses of Chinese outpatients according 
to DSM-III criteria and the Chinese clas- 
sification system. Altshuler, Jy 872-875 

Diagnosis, Differential 

Accuracy of the diagnoses of affective dis- 
orders and schizophrenia in public hos- 
pitals. Pulver, Fe 218-220 (letter: Lip- 
ton, Oc 1319-1320) 

Bedside differentiation of depressive pseu- 
dodementia from dementia. Reynolds, Se 
1099-1103 

Correlates of premenstrual syndrome (let- 
ters). Callender; Grosz; reply of Schnurr, 
No 1481-1483 

Drugs and the DST: need for a reappraisal. 
Kraus, Je 666-674 

DSM-HI and DSM-III-R dysthymia and 
major depression (letter). Ladds, reply of 
Kocsis, Se 1186 

Need for differential therapeutics (letter). 
Zarr, reply of Lieber, Au 1048-1049 

Psychiatric disorders in patients with cere- 
brotendinous xanthomatosis. Berginer, 
Mr 354-357 

Refining the diagnosis of schizophreniform 
disorder. Beiser, Je 695-700 

Role of polysomnography in the differential 
diagnosis of chronic insomnia. Jacobs, 
Mr 346-349 (letter: Regestein, No 1483) 

Diagnosis-Related Groups 

Psychiatry and the resource-based relative 
value scale. Dorwart, Oc 1237-1242 

Discrimination 

Statement on discrimination based on gen- 
der or sexual orientation (off acts). 
American Psychiatric Association, No 
1494 

Use of sexist language (letter). 
1611 

Dissociation 

Dissociation and hypnotizability in post- 
traumatic stress disorder. Spiegel, Mr 
301-305 (letter: Liebowitz, No 1486) 

Disulfiram 


Coons, De 


Disulfiram and allergy to rubber (letter). 
Olfson, My 651-652 

L-Dopa 

L-Dopa for the negative symptoms of schiz- 
ophrenia (letter). Berry, comment of An- 
dreasen, Se 1180-1181 

Ethical issues in drug studies (letter). Eng- 
strom, reply of Davidson, Mr 387-388 

Dopamine 

Ascorbic acid and dopamine activity 
(letter). Kanofsky, reply of Giannini, Jy 
904-905 

Differential memory function with dopami- 
nergic versus anticholinergic treatment of 


drug-induced extrapyramidal symptoms. 
Fayen, Ap 483—486 

Neurochemical variables in delusional de- 
pression. Lykouras, Fe 214-217 

Dosage 

Death of a psychiatric patient from aman- 
tadine poisoning (letter). Simpson, Fe 
267-268 

Divided dose for methadone maintenance 
patients (letter). Walton, reply of Ten- 
nant, Jy 904 

Dosing practices for high- and low-potency 
neuroleptics (letter). Hayes, Je 769 

Pharmacologic strategies in schizophrenia 
(letters). Pandurangi; Ciccone; reply of 
Carpenter, Jy 900-902 

Tolerance of a high dose of haloperidol by 
an elderly patient (letter). Kushnir, Au 
1035 

Double Depression 

Double depression and episodic major de- 
pression: demographic, clinical, familial, 
personality, and socioenvironmental char- 
acteristics and short-term outcome. Klein, 
Oc 1226-1231 . 

Doxepin 

Dystonic reactions to amitriptyline and dox- 
epin (letter). Lee, My 649 

Dreams and Dreaming 

Obligatory associations: a function of 
dreaming. Epstein, Mr 365-366 

Drinking see Alcohol and Alcoholism 

DRGs see Diagnosis-Related Groups 

Drug Abuse 

Alprazolam dependence in seven patients. 
Juergens, My 625-627 

Amantadine for treatment of cocaine de- 
pendence in methadone-maintained pa- 
tients (letter). Handelsman, Ap 533 

Anterior pituitary, adrenal, and gonadal 
hormones during cocaine withdrawal. 
Mendelson, Se 1094-1098 

Atropine coma in treatment of opiate addic- 
tion (letter). Dilsaver, reply of Wandzel, 
Je 776-777 

Bromocriptine treatment of cocaine abuse 
in patients maintained on methadone 
(letter). Kosten, Mr 381—382 

Case of lithium carbonate abuse (letter). 
O’Boyle, Au 1036 

Comments on the APA position statement 
on psychoactive substance abuse and de- 
pendence: update on marijuana and co- 
caine (letters). Frawley; Bauer; reply of 
Kaufman, Fe 273-274 

Critical review of liability for benzodiaze- 
pine abuse among alcoholics. Ciraulo, 
De 1501-1506 

Epidemiologic evidence for early onset of 
mental disorders and higher risk of drug 
abuse in young adults. Christie, Au 971— 
975 

Glutethimide intoxication and withdrawal 
(letter). Bauer, Ap 530-531 

Interactions of bromocriptine with cocaine 
(letter). Gutierrez-Esteinou, Se 1173 

Propranolol and clonidine in detoxification 
(letter). Cerri, Oc 1319 

Seeking and liking potentials of alprazolam 
(letter). Schmauss, Ja 128 (letter: Cole, 
De 1609-1610) 

Social networks and psychopathology 
among substance abusers. Westermeyer, 
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Oc 1265-1269 | 

Solvent-inhalan: abuse (letter). Schwartz, 
reply of Weszermeyer, Mr 390 

Substance abuse category in DSM-III-R 
(letter). Peyser, Fe 279-280 

Drug Depender.ce see Drug Abuse 

Drag Discont-nuation: see Withdrawal 
From Drugs A 

Drug Interacticns see also Combined Drug 
Therapy 

Behavioral dyscontrol apse with com- 
bined use of alprazolam and ethanol 
(letter). Terrell, Oc 1313 

Idiosyncratic reaction lto naltrexone aug- 
mented by thioridazine (letter). Malcolm, 
reply of Maany, Je 773-774 

Interaction of danazol!and carbamazepine 
(letter). Nelson, Je 768-769 

Interaction of ‘luoxetine with tricyclic anti- 
depressants (letter). Vaughan, No 1478 

Interactions ot bromocriptine with cocaine 
(letter). Gutierrez-Esteinou, Se 1173 

Reaction to chicken nuggets in a patient 
taking an MAOI (letter). Pohl, My 651 

Drug Overdose see yerdose 

Drug Side Effects—Alprazolam 

Sexual dysfunction related to alprazolam 
treatment cf social phobia (letter). Uhde, 
Ap 531-52 

Drug Side Effects—Amantadine 

Differential memory function with dopami- 
nergic versus anticholinergic treatment of 
drug-induced extrapyramidal symptoms. 
Fayen, Ap 483—486 

Drug side effects and: the double-blind de- 
sign (letten. Robinson, reply of McEvoy, 
Ap 539 

Drug Side Efects—Antidepressants 

Adverse cutaneous reactions to antidepres- 
sants. Warnock, Ap 425-430 

Antidepressants and ‘mania (letter). Healy, 
reply of Wehr, Jy 906-907 

Dystonic reactions to amitriptyline and dox- 
epin (lettes). Lee, My 649 

Inadvertent mipramine challenge in panic 
(letter). Beitman, Je 764 

Possible role of antidepressants in precipi- 
tating mania and hypomania in recurrent 
depression. Kupfer, Jy 804-808 

Relationship of plasma i imipramine levels to 
CNS tox.city in children (letter). Pres- 
korn, Jy $97 

Severe day-ime somnolence in patients 
treated with anj MAOI. Teicher, De 
1552-15356 

Spontaneous remission of MAOI-induced 
anorgasmia (lette). Nathan, reply of Le- 
vine, Ja 134-135, 

Trazodone and i ana (letter). Jani, Jy 
896 

Drug Side Effects—Carbamazepine 

Carbamazepine and hyponatremia in pa- 
tients wich affective disorder. Yassa, Mr 
339-342 (letter; Vieweg, Oc 1323- 
1324) 

Carbamarépineässodated asterixis and hy- 
perammonemia ee Rivelli, Fe 269- 
270 

Carbamazepine induced isolated thrombo- 
cytopenta (letter). Drury, Au 1034 

Lithium therapy inj carbamazepine-induced 
agranulocytosis ee Servant, Mr 381 
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Drug Side Effects—Lithium 

Lithium and antithyroid antibodies (letter). 
Leroy, Ap 534 

Nausea from taking both lithium and tri- 
hexyphenidyl (letter). Swartz, Je 767— 
768 

Prescribing lithium for pregnant women 
(letter). Cohen, reply of van Gent, Je 
772-773 

Use of potassium to treat lithium’s side ef- 
fects (letter). Cummings, Jy 895 

Drug Side Effects—Lorazepam 

Complete loss of libido with short-term use 
of lorazepam (letter). Khandelwal, Oc 
1313-1314 

Drug Side Effects—Methylphenidate 

Dysphoria associated with methylphenidate 
infusions (letter). Robinson, reply of Lu- 
cas, Oc 1321-1322 

Drug Side Effects—Naltrexone 

Idiosyncratic reaction to naltrexone aug- 
mented by thioridazine (letter). Malcolm, 
reply of Maany, Je 773-774 

Drug Side Effects—Neuroleptics 

Creatine kinase elevation after neuroleptic 
treatment. Pearlman, Au 1018—1019 

Drug-induced dystonia in young and elderly 
patients. Addonizio, Jy 869-871 

Efficacy of anticholinergic prophylaxis for 
neuroleptic-induced acute dystonia. 
Arana, Au 993-996 

Haloperidol in neuroleptic malignant syn- 
drome (letter). Shalev, reply of Keck, My 
653-654 

Higher frequency of neuroleptic-induced 
dystonia in mania than in schizophrenia. 
Nasrallah, No 1455-1456 

Mechanism of neuroleptic-associated priap- 
ism (letter). Greenberg, reply of Velek, 
Mr 393-395 

Meige’s syndrome associated with neuro- 
leptic treatment. Ananth, Ap 513-515 

Subtle and underrecognized side effects of 
neuroleptic treatment in children with 
Tourette’s disorder. Bruun, My 621-624 

Drug Side Effects—Nifedipine 

Depression associated with nifedipine-in- 
duced calcium channel blockade. Hullett, 
Oc 1277-1279 

Drug Side Effects—Procainamide 

Mania associated with procainamide 
(letter). Rice, Ja 129-130 

Drug Side Effects—Ranitidine 

Mania-like episodes associated with raniti- 
dine (letter). Delerue, Fe 271 

Drug Side Effects—Scopolamine 

Association of low serum anticholinergic 
levels and cognitive impairment in el- 
derly presurgical patients. Miller, Mr 
342-345 

Drug Side Effects—Steroids 

Affective and psychotic symptoms associ- 
ated with anabolic steroid use. Pope, Ap 
487-490 

Drug Side Effects—Trihexyphenidyl 

Differential memory function with dopami- 
nergic versus anticholinergic treatment of 
drug-induced extrapyramidal symptoms. 
Fayen, Ap 483—486 

Drug side effects and the double-blind de- 
sign (letter). Robinson, reply of McEvoy, 
Ap 539 

Nausea from taking both lithium and tri- 
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hexyphenidyl (letter). Swartz, Je 767— 
768 

Drug Side Effects—Verapamil 

Verapamil caused depression, confusion, 
and impotence (letter). Fogelman, Mr 
380 

Drug Studies 

Ethical issues in drug studies (letter). Eng- 
strom, reply of Davidson, Mr 387—388 

Drugs, Generic 

Psychological issues in the use of generic 
drugs (letter). Kofoed, Oc 1315—1316 

Drugs, Psychotropic, see alsø specific drugs 

Conceptual and methodological issues in 
comparative studies of psychotherapy 
and pharmacotherapy, I: active ingredi- 
ents and mechanisms of change. Elkin, 
Au 909-917 

Conceptual and methodological issues in 
comparative studies of psychotherapy 
and pharmacotherapy, Il: nature and 
timing of treatment effects. Elkin, Se 
1070-1076 

Drugs and the DST: need for a reappraisal. 
Kraus, Je 666-674 

Low-dose neuroleptic therapy for children 
with childhood-onset pervasive develop- 
mental disorder. Joshi, Mr 335—338 

Pharmacologic strategies in schizophrenia 
(letters). Pandurangi; Ciccone; reply of 
Carpenter, Jy 900—902 

Toward rational pharmacotherapy for 
posttraumatic stress disorder: an interim 
report. Friedman, Mr 281-285 (letters: 
Lipper, Oc 1322-1323; Ciccone; Stone, 
No 1484-1485) 

DSM-III 

Changing diagnostic criteria (editorial). 
Gift, No 1414-1415 

Comparison of DSM-III and DSM-III-R 
schizophrenia. Fenton, No 1446-1449 

Comparison of three measures for the diag- 
nosis of borderline personality disorder. 
Angus, No 1453-1454 

Correct diagnosis for “alcoholic jealousy” 
in DSM-III-R (letter). Block, reply of 
Spitzer, Mr 385 

Criteria for alcohol dependence in DSM- 
III-R (letter). Segal, Je 768 

DSM-III and DSM-III-R diagnoses of au- 
tism. Volkmar, No 1404-1408 

DSM-III and DSM-III-R dysthymia and 
major depression (letter). Ladds, reply of 
Kocsis, Se 1186 

DSM-III axis | diagnoses of Indian psychi- 
atric patients with somatic symptoms. 
Saxena, Au 1023-1024 

DSM-III axis IV revisited. Rey, Mr 286- 
292 (letter: Skodol, Au 1046) 

DSM-III, draft DSM-III-R, and the diagno- 
sis and prevalence of bulimia in Austra- 
lia. Ben-Tovim, Au L000—1002 

DSM-III psychiatric disorders among 
Hmong refugees in the United States: a 
point prevalence study. Westermeyer, Fe 
197—202 (letter: Glassman, No 1486- 
1487) 

DSM-III-R conversion disorder and the un- 
conscious (letter). Good, Se 1177 

DSM-III-R criteria for posttraumatic stress 
disorder. Brett, Oc 1232—1236 

DSM-III-R personality disorders: an over- 
view. Widiger, Jy 786-795 


Evaluation of diagnostic criteria for border- 
line personality disorder. Nurnberg, Oc 
1280-1284 

Organic mental disorders subsection of 
DSM-III-R (letter). Bedi, Ap 534-535 

Personality disorders in DSM-III and DSM- 
III-R: convergence, coverage, and inter- 
nal consistency. Morey, My 573—577 

Revision of axis V in DSM-III-R: should 
symptoms have been included? Skodol, 
Jy 825-829 

Tourette-like disorder after herpes enceph- 
alitis (letter). Turley, De 1604-1605 

Validating structured DSM-III-R personal- 
ity disorder assessments with longitudi- 
nal data. Skodol, Oc 1297-1299 

Who seeks mental health care in China? di- 
agnoses of Chinese outpatients according 
to DSM-III criteria and the Chinese clas- 
sification system. Altshuler, Jy 872-875 

DST see Dexamethasone Suppression Test 

Duty to Protect 

New preventive detention: psychiatry’s prob- 
lematic responsibility for the control of 
violence. Appelbaum, Jy 779-785 

Dysthymia 

DSM-III and DSM-III-R dysthymia and 
major depression (letter). Ladds, reply of 
Kocsis, Se 1186 

Epidemiology of dysthymia in five commu- 
nities: rates, risks, comorbidity, and 
treatment. Weissman, Jy 815-819 

Dystonia 

Drug-induced dystonia in young and elderly 
patients. Addonizio, Jy 869-871 

Efficacy of anticholinergic prophylaxis for 
neuroleptic-induced acute dystonia. 
Arana, Au 993—996 

Higher frequency of neuroleptic-induced 
dystonia in mania than in schizophrenia. 
Nasrallah, No 1455—1456 


E 


Ears 

Ear wigglers: tics of the ear in 10 patients. 
Keshavan, No 1462-1463 

Eating Disorders see also Anorexia Ner- 
vosa; Bulimia 

Behaviors and attitudes related to eating 
disorders in homosexual male college 
students. Yager, Ap 495—497 

Eating disorders and obsessive-compulsive 
disorder (letter). Logsdail, Jy 899 

Pattern of onset of bulimic symptoms in an- 
orexia nervosa. Kassett, Oc 1287—1288 

Rumination in patients with eating disor- 
ders (letter). Larocca, De 1610 

ECT 

Administration of ECT 4 years after aortic 
aneurysm dissection (letter). Rosenfeld, 
Ja 128-129 

Adverse reaction to use of caffeine in ECT 
(letter). Acevedo, Ap 529-530 

ECT-induced postictal delirium and elec- 
trode placement. Leechuy, Jy 880-881 

Effects of ECT on brain structure: a pilot 
prospective magnetic resonance imaging 
study. Coffey, Je 701-706 

Failure of sleep deprivation to prolong sei- 
zures in ECT (letter). Kellner, Ap 530 

Hemifacial flushing during unilateral ECT 
(letter). Idupuganti, Au 1037—1038 
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Neuroleptic malignant syndrome and ma- 
lignant hyperthermia (letter). Grigg, Se 
1175 

Training in ECT (letter). Peterson, Je 772 

Use of ECT in the United States (letter). 
Fink, reply of Thompson, Ja 133-134 

Edrophonium 

Growth hormone response to edrophonium 
in patients with Alzheimer’s disease and 
normal control subjects. Davidson, Au 
1007—1009 

Education, Medical 

Curriculum for education in geriatric psy- 
chiatry. Marin, Jy 836-843 

Four-year evaluation of a psychiatric clerk- 
ship: 1982-1986. Reiser, Se 1122-1126 

Education, Psychiatric 

AIDS education in US psychiatric residency 
programs (letter). Gray, Fe 268—269 

Are psychiatric educators “losing the 
mind”? Reiser, Fe 148—153 (letter: Frein- 
har, Oc 1320) 

Choosing a psychiatric residency (letter). 
Santos, reply of Sledge, Je 775-776 

Comments on references to the American 
Board of Psychiatry and Neurology in an 
article (letter). Martin, reply of Yager, Je 
774-775 

Curriculum for education in geriatric psy- 
chiatry. Marin, Jy 836-843 

Definition of a psychiatrist: eight years 
later. Langsley, Ap 469-475 

Developing minimal national standards for 
clinical experience in psychiatric train- 
ing. Yager, No 1409-1413 

Four-year evaluation of a psychiatric clerk- 
ship: 1982-1986. Reiser, Se 1122-1126 

Neuropsychiatry as a subspecialty of psy- 
chiatry (letter). Fogel, reply of Yager, Au 
1049-1050 

NIMH Depression Awareness, Recogni- 
tion, and Treatment Program: structure, 
aims, and scientific basis. Regier, No 
1351-1357 

Psychiatric residents’ attitudes about the in- 
ternship: an additional variable (letter). 
Crowder, reply of Coryell, Mr 389 

Psychiatric residents’ sexual contact with 
educators and patients: results of a na- 
tional survey. Gartrell, Je 690-694 

Supervision and privacy in psychotherapy 
training. Betcher, Jy 796-803 (letter: 
Coons, De 1611) 

Too many psychiatrists? (letters). Rainess; 
Weintraub; Mode; reply of Yager, Mr 
391-393; Lipkowitz, reply of Yager, My 
654—655 

Training in ECT (letter). Peterson, Je 772 

Training in geriatric psychiatry: will the 
supply meet the demand? Small, Ap 476- 
478 

Elderly Patients see Geriatric Psychiatry 

Electroconvulsive Therapy see ECT 

Electromyography 

Utility of electromyographic biofeedback in 
the treatment of conversion paralysis. 
Fishbain, De 1572-1575 

Emergency Psychiatry 

Determinants of emergency psychiatric ad- 
mission for adolescents and adults. Hill- 
ard, No 1416-1419 

Predictors of violence in civilly committed 
acute psychiatric patients. McNiel, Au 


965—970 

Psychiatric decision making in the emer- 
gency room: a research overview. Mar- 
son, Au 918—925 

Emotion 

The observed and the observer (letter). 
Buckingham, reply of Lane, Mr 385—386 

Empathy $ 

Empathy: misconceptions and misuses in 
psychotherapy. Book, Ap 420-424 

Empiricism 

What is “truth”? some philosophical con- 
tributions to psychiatric issues. Wallace, 
Fe 137—147 (letters: Blatner; Howse- 
pian, Se 1184—1185; Pivnicki; Wood, Oc 
1326-1327; Hoaken; Emery, No 1490- 
1491) 

Endometriosis 

Psychiatric disorder and endometriosis 
(letter). Simon, Au 1040—1041 

Epidemiology 

AIDS controversies in the mirror of history 
(letter). Rojcewicz, Jy 898 

DSM-III psychiatric disorders among 
Hmong refugees in the United States: a 
point prevalence study. Westermeyer, Fe 
197—202 (letter: Glassman, No 1486- 
1487) 

Epilepsy see also Seizures 

Seizure disorder or panic disorder? (letter). 
Signer, reply of Edlund, Fe 275-276 

Epinephrine 

Epinephrine infusions in patients with so- 
cial phobia. Papp, Je 733-736 

Ethics 

Ethical issues in drug studies (letter). Eng- 
strom, reply of Davidson, Mr 387—388 

Ethical problem solving (letter). Kahn, reply 
of Hundert, Mr 386-387 

Ethnic Differences see Cultural Psychiatry 

Evaluation, Psychiatric 

Consequences of surveillance of the forensic 
psychiatric examination: an overview. 
Goldstein, Oc 1243-1247 

Exercise 

Panic disorder and exercise (letter). McDan- 
iel, Fe 269 

Eyes 

Effect of phototherapy on spontaneous eye 
blink rate in subjects with seasonal affec- 
tive disorder. Depue, No 1457-1459 


F 


Families 

Cognitive, behavioral, and emotional prob- 
lems among school-age children of alco- 
holic parents. Bennett, Fe 185—190 
(letter: Ward, Se 1181) 

Indirect vertical cultural transmission: a 
model for nongenetic parental influences 
on the liability to psychiatric illness. 
Kendler, Je 657-665 

Perceived personal networks as mediators 
of stress reactions. Steinglass, Oc 1259- 
1264 

Perceptions of parenting in childhood and 
social support in adulthood. Parker, Ap 
479-482 (letter: Schibuk, No 1488- 
1489) 

Research on social supports and mental ill- 
ness (editorial). Galanter, Oc 1270-1272 

Social supports in relation to physical 
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health and symptoms of depression in the 
elderly. Grant, Oc 1254-1258 

Family History see Genetics 

Family Therapy 

Randomized clinical trial of inpatient fam- 
ily intervention, III: effects at 6-month 
and 18-month follow-ups. Spencer, Se 
1115-1121 

Fenfluramine 

Augmentation of antiobsessional treatment 
with fenfluramine (letter). Hollander, Oc 
1314-1315 

Fibromyalgia 

Somatization and depression in fibromyal- 
gia syndrome. Kirmayer, Au 950-954 

Filicide 

Study of filicidal men. Campion, Se 1141- 
1144 

Fluoxetine 

Fluoxetine overdose (letter). Finnegan, De 
1604 

Fluoxetine treatment of obsessions and 
compulsions in patients with Tourette’s 
syndrome (letter). Riddle, Se 1173—1174 

Interaction of fluoxetine with tricyclic anti- 
depressants (letter). Vaughan, No 1478 

Possible synergism between fluoxetine and 
lithium in refractory depression. Pope, 
Oc 1292-1294 

Fluvoxamine 

Fluvoxamine in the treatment of panic dis- 
order with obsessive-compulsive symp- 
toms (letter). Servant, Se 1174-1175 

Forensic Psychiatry 

Competency determinations (letter). Beck, 
reply of Bloom, Oc 1325-1326 

Consequences of surveillance of the forensic 
psychiatric examination: an overview. 
Goldstein, Oc 1243-1247 

Psychiatrist as legal guardian. Wettstein, 
My 600-604 

Psychiatry and the criminal justice system: 
testing the myths. Phillips, My 605—610 

Right to refuse treatment with antipsy- 
chotic medications: retrospect and pros- 
pect. Appelbaum, Ap 413-419 (letters: 
Hume, Oc 1320; Kanofsky, De 1612) 

Foundations 

Foundation funding and psychiatric re- 
search. Kim, Jy 830-835 

Freud, Sigmund 

Freud in context: what do women/men 
want? (letter). Reiser, Je 777 

Funding 

Foundation funding and psychiatric re- 
search. Kim, Jy 830-835 


G 


Gambling 

Refining prevalence estimates of pathologi- 
cal gambling. Volberg, Ap 502-505 

Gender see Sex Differences 

Genetics 

Alcohol consumption, ACTH level, and 
family history of alcoholism. Schuckit, 
No 1391-1395 

Depression and panic attacks: the signifi- 
cance of overlap as reflected in follow-up 
and family study data. Coryell, Mr 293— 
300 (letter: Vassall, No 1481) 

Family study of the subtypes of schizophre- 
nia. Kendler, Ja 57-62 
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Indirect vertical cultural transmission: a 
model for nongenetic parental influences 
on the liability to psychiatric illness. 
Kendler, Je 657-665 

Multidimensional approach to the genetics 
of schizophrenia. Dworkin, Se 1077- 
1983 

Pedigrees, functioning, and psychopathol- 
ogy in families of school phobic children. 
Bernstein, Ja 70-74 

Phenomenology and family history of affec- 
tive disorder in Cushing’s disease (letter). 
S:arkman, Mr 390-391 

Geriatric Psychiatry 

Association of low serum anticholinergic 
levels and cognitive impairment in el- 
derly presurgical patients. Miller, Mr 
342-345 

Combined drug therapy for an elderly de- 
pressed patient (letter). Lieff, Au 1034— 
1035 

Curriculum for education in geriatric psy- 
chiatry. Marin, Jy 836-843 

Response to memory training and individ- 
ual differences in verbal intelligence and 
state anxiety. Yesavage, My 636-639 

Response to phototherapy of an elderly pa- 
tient with seasonal affective disorder 
(letter). Webb, De 1607—1608 

Self-care capacity and anticholinergic drug 
levels in nursing home patients. Rovner, 
Ja 107-109 

Sleep disorders in the elderly. Moran, No 
1369-1378 

Social supports in relation to physical 
health and symptoms of depression in the 
elderly. Grant, Oc 1254-1258 

Suicide in New York City nursing homes: 
1980-1986 (letter). Abrams, reply of 
Borson, No 1487—1488 

Tolerance of a high dose of haloperidol by 
an elderly patient (letter). Kushnir, Au 
1035 

Training in geriatric psychiatry: will the 
supply meet the demand? Small, Ap 476— 
478 

Gilles de la Tourette’s Syndrome see Tou- 
rette’s Disorder 

Glucose 

Cerebral glucose metabolic rates in nonde- 
pressed patients with obsessive-compul- 
sive disorder. Baxter, De 1560—1563 

Insulin resistance after oral glucose toler- 
ance testing in patients with major de- 
pression. Winokur, Mr 325-330 

Low frontal glucose utilization in chronic 
schizophrenia: a replication study. 
Wolkin, Fe 251-253 

Glutethimide 

Glutethimide intoxication and withdrawal 
iletter). Bauer, Ap 530-531 

Grief 

Charles Bonnet syndrome and grief reaction 
iletter). Adair, Jy 895-896 

Growth Hormone see Human Growth Hor- 
mone 


H 


Hair 

Further examination of extreme haircutting 
and psychosis (letters). Feldmann; Feld- 
man, Mr 395 (letter: Kaminer, Oc 1320) 
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More on haircutting and psychosis (letter). 
Markowitz, Fe 271—272 

Hallucinations 

Another case of chronic PTSD with audi- 
tory hallucinations (letter). Waldfogel, 
Oc 1314 

Carbamazepine for withdrawal pseudohal- 
lucinations (letter). Neppe, De 1605- 
1606 

Cerebral blood flow during delirium tre- 
mens and related clinical states studied 
with xenon-133 inhalation tomography. 
Hemmingsen, No 1384-1390 

Charles Bonnet syndrome and grief reaction 
(letter). Adair, Jy 895-896 

Opening the mouth to abolish auditory hal- 
lucinations (letter). Palumbo, Je 767 

Origin and treatment of hallucinations 
(letter). Green, Fe 274-275 

Tape recording auditory hallucinations 
(letter). Neppe, Oc 1316 

Visual hallucinations as the first symptom 
of Alzheimer’s disease (letter). Crystal, 
Oc 1318 

Haloperidol 

Haloperidol in neuroleptic malignant syn- 
drome (letter). Shalev, reply of Keck, My 
653-654 

Tolerance of a high dose of haloperidol by 
an elderly patient (letter). Kushnir, Au 
1035 

Handedness 

Alcoholism, thyroid disorders, and left- 
handedness (letter). London, Fe 270 

Healing Rituals 

Zar: a traditional method of healing in Af- 
rica and the Middle East (letter). Salama, 
Au 1040 

Health 

Psychiatric disorder and limitations in phys- 
ical functioning in a sample of the Los 
Angeles general population. Wells, Je 
712-717 

Health Maintenance Organizations 

Case review and quantity of outpatient 
care. Blackwell, Au 1003—1006 

Greening of the HMO: implications for 
prepaid psychiatry. Bennett, De 1544— 
1549 

Reimbursement for partial hospitalization: 
a survey and policy implications. Leiben- 
luft, De 1514-1520 

Heart Transplant 

Idiopathic cardiomyopathy and panic dis- 
order in cardiac transplant candidates 
(letter). Magni, reply of Kahn, Jy 902- 
903 

Heat 

Role of external heat load in triggering the 
neuroleptic malignant syndrome. Shalev, 
Ja 110-111 

Hemispheric Asymmetry see Lateralization, 
Cerebral 

Hiccups 

Intractable hiccups treated with amitrip- 
tyline (letter). Peabody, Au 1036-1037 

History 

James Braid’s psychophysiology: a turning 
point in the history of dynamic psychia- 
try. Kravis, Oc 1191-1206 


HIV see Human Immunodeficiency Virus 

HMOs see Health Maintenance Organiza- 
tions 

Hoigne’s Syndrome 

Hoigne’s syndrome and doom anxiety 
(letter). Backon, Au 1041 

Holocaust 

Combat-related posttraumatic stress disor- 
der among second-generation Holocaust 
survivors: preliminary findings. Solo- 
mon, Jy 865-868 

Homelessness 

Homeless mentally ill in Tucson: implica- 
tions of early findings. Bachrach, Ja 112- 
113 

Mental health, alcohol and drug use, and 
criminal history among homeless adults. 
Gelberg, Fe 191-196 

Value of hospital-based treatment for the 
homeless mentally ill. Bennett, Oc 1273- 
1276 

Homicide 

Study of filicidal men. Campion, Se 1141- 
1144 

Homosexuality 

Analytically oriented therapy of homosex- 
ual men (letter). Isay, Je 769-770 

Behaviors and attitudes related to eating 
disorders in homosexual male college 
students. Yager, Ap 495—497 

Treatment of homosexual patients (letter). 
Rinsley, reply of Harris, Jy 905—906 

Homovanillic Acid 

Characteristics of patients with the highest 
plasma catecholamine metabolite levels. 
Bowers, Fe 246—248 

Effect of trifluoperazine on CSF and plasma 
HVA levels in schizophrenic subjects 
(letter). Sharma, No 1480-1481 

Neurochemical variables in delusional de- 
pression. Lykouras, Fe 214-217 

Hospitalization 

Determinants of emergency psychiatric ad- 
mission for adolescents and adults. Hill- 
ard, No 1416-1419 

Mental patients’ attitudes toward hospital- 
ization: a neglected aspect of hospital 
tenure. Drake, Ja 29-34 

New preventive detention: psychiatry’s 
problematic responsibility for the control 
of violence. Appelbaum, Jy 779-785 

Reimbursement for partial hospitalization: 
a survey and policy implications. Leiben- 
luft, De 1514-1520 

Treatment of borderline patients (letter). 
Magid, Je 768 

Hospitalization, Involuntary, see Commit- 
ment, Civil 

Hospital Psychiatry 

Physical assaults in a psychiatric unit of a 
general hospital. Edwards, De 1568- 
1571 

Predictors of violence in civilly committed 
acute psychiatric patients. McNiel, Au 
965—970 

Psychiatric decision making in the emer- 
gency room: a research overview. Mar- 
son, Au 918—925 

Randomized clinical trial of inpatient fam- 
ily intervention, II: effects at 6-month 
and 18-month follow-ups. Spencer, Se 
1115-1121 

Value of hospital-based treatment for the 
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homeless mentally ill. Bennett, Oc 1273- 
1276 

Hostility 

Videotape recording of inpatient assaults: a 
pilot study. Brizer, Je 751-752 

Human Growth Hormone 

Growth hormone-releasing factor stimula- 
tion test in depression. Krishnan, Ja 90- 
92 

Growth hormone response to edrophonium 
in patients with Alzheimer’s disease and 
normal control subjects. Davidson, Au 
1007-1009 

Human Immunodeficiency Virus see AIDS 

Human Leukocyte Antigen 

Lack of association between HLA antigens 
and anorexia nervosa. Kiss, Jy 876-877 

5-Hydroxyindoleacetic Acid 

Neurochemical variables in delusional de- 
pression. Lykouras, Fe 214—217 

Hyperthermia 

Neuroleptic malignant syndrome and ma- 
lignant hyperthermia (letter). Grigg, Se 
1175 

Risk of malignant hyperthermia among pa- 
tients with neuroleptic malignant syn- 
drome and their families. Hermesh, No 
1431-1434 

Hypnosis 

Dissociation and hypnotizability in post- 
traumatic stress disorder. Spiegel, Mr 
301-305 (letter: Liebowitz, No 1486) 

James Braid’s psychophysiology: a turning 
point in the history of dynamic psychia- 
try. Kravis, Oc 1191-1206 

Hyponatremia 

Carbamazepine and hyponatremia in pa- 
tients with affective disorder. Yassa, Mr 
339-342 (letter: Vieweg, Oc 1323- 
1324) 

Polydipsia and hyponatremia in psychiatric 
patients. Illowsky, Je 675—683 (letter: Il- 
lowsky, Au 1039) 

Hypothalamic-Pituitary-Adrenal Axis 

Elevation of immunoreactive CSF TRH in 
depressed patients. Banki, De 1526- 
1531 

HPA axis abnormalities in depressed pa- 
tients with normal response to the DST. 
Meller, Mr 318-324 

Hypothalamus 

Hypothalamic pathology in the neuroleptic 
malignant syndrome. Horn, My 617- 
620 


Idiot Savant 

Idiot savant: a review of the syndrome. 
Treffert, My 563-572 

Imipramine 

Action of imipramine and alprazolam in 
panic disorder (letter). Ciccone, Ap 538- 
539 

Imipramine and social-vocational adjust- 
ment in chronic depression. Kocsis, Au 
997-999 

Inadvertent imipramine challenge in panic 
(letter). Beitman, Je 764 

Phenelzine versus imipramine in the treat- 
ment of probable atypical depression: de- 
fining syndrome boundaries of selective 
MAOI responders. Quitkin, Mr 306- 


311 (letter: Nakdimen, Oc 1322) 

Possible role of antidepressants in precipi- 
tating mania and hypomania in recurrent 
depression. Kupfer, Jy 804-808 

Postpsychotic depression and negative 
symptoms: an investigation of syndromal 
overlap. Siris, De 1532-1537 

Randomized clinical trial of phenelzine and 
imipramine for posttraumatic stress dis- 
order. Frank, Oc 1289-1291 

Relationship of plasma imipramine levels to 
CNS toxicity in children (letter), Pres- 
korn, Jy 897 

Immune Function 

Cold agglutinin titers in psychiatric pa- 
tients. Spivak, No 1460-1461 

Immunocompetence during stress (letter). 
Fernandez, reply of Calabrese, Ap 536— 
537 

Incest see Child Abuse; Sexual Abuse 

India 

Alternative patterns of seasonal affective 
disorder: three case reports from North 
India. Gupta, Ap 515-516 

DSM-III axis I diagnoses of Indian psychi- 
atric patients with somatic symptoms. 
Saxena, Au 1023-1024 

Inhalants 

Solvent-inhalant abuse (letter). Schwartz, 
reply of Westermeyer, Mr 390 

Injury 

Blood-injury phobia: a review. Marks, Oc 
1207-1213 

Inpatients see Hospital Psychiatry 

Insanity Defense 

Court-mandated community outpatient 
treatment for persons found not guilty by 
reason of insanity: a five-year follow-up. 
Lamb, Ap 450—456 

Psychiatry and the criminal justice system: 
testing the myths. Phillips, My 605—610 

Insomnia 

Role of polysomnography in the differential 
diagnosis of chronic insomnia. Jacobs, 
Mr 346-349 (letter: Regestein, No 1483) 

Insulin 

Insulin resistance after oral glucose toler- 
ance testing in patients with major de- 
pression. Winokur, Mr 325-330 

Insurance 

Guidelines for legal and financial counsel- 
ing of Alzheimer’s disease patients and 
their families. Overman, De 1495-1500 

High users of outpatient mental health serv- 
ices, I: definition and characteristics. 
Taube, Ja 19-24 

High users of outpatient mental health serv- 
ices, II: implications for practice and pol- 
icy. Goldman, Ja 24-28 

Psychiatry and the resource-based relative 
value scale. Dorwart, Oc 1237—1242 

Psychiatry under prospective payment: ex- 
perience in the first year. Taube, Fe 210- 
213 

Psychotherapy practice and reimbursement 
(letter). Schiffner, reply of Chodoff, Au 
1049 

Rectifying an archaic payment policy (edi- 
torial). Durenberger, Ja 81-82 

Reimbursement for partial hospitalization: 
a survey and policy implications. Leiben- 
luft, De 1514-1520 
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Investor-Owned Psychiatric Hospitals 

Privatization: economic opportunity and 
public health (editorial). Sharfstein, My 
611-612 

Privatization of psychiatric services. Dor- 
wart, My 543-553 

Isoproterenol 

Follow-up study of control subjects with 
lactate- and isoproterenol-induced panic 
attacks. Balon, Fe 238-241 


K 


Koro 

Sociocultural study of Koro epidemics in 
Guangdong, China. Tseng, De 1538- 
1543 


Laboratory Tests 

Use of laboratory tests to monitor heavy 
drinking by alcoholic men discharged 
from a treatment program. Irwin, My 
595-599 

Lactate see Sodium Lactate 

Late Luteal Phase Dysphoric Disorder 

Defining late luteal phase dysphoric disor- 
der (letter). Severino, reply of Parry, Ja 
132-133 

Lateralization, Cerebral 

Comparison of mania and depression after 
brain injury: causal factors. Robinson, Fe 
172-178 

Laughter 

Pathological crying and laughter (letter). 
Signer, reply of Green, Fe 278 

Lawsuits see Forensic Psychiatry 

Legal Guardianship 

Guidelines for legal and financial counsel- 
ing of Alzheimer’s disease patients and 
their families. Overman, De 1495—1500 

Psychiatrist as legal guardian. Wettstein, 
My 600-604 

Length of Stay 

Mental patients’ attitudes toward hospital- 
ization: a neglected aspect of hospital 
tenure. Drake, Ja 29-34 

Psychiatric comorbidity and length of hos- 
pital stay (letter). Huyse, Oc 1319 

Psychiatry under prospective payment: 
experience in the first year. Taube, Fe 
210-213 

Leukoencephalopathy 

Leukoencephalopathy and depression (let- 
ter). Coffey, reply of Garber, Se 1181- 
1182 

Liability to Psychiatric Illness 

Indirect vertical cultural transmission: a 
model for nongenetic parental influences 
on the liability to psychiatric illness. 
Kendler, Je 657—665 

Life Events 

DSM-III axis IV revisited. Rey, Mr 286— 
292 (letter: Skodol, Au 1046) 

Light Therapy 

Effect of phototherapy on spontaneous eye 
blink rate in subjects with seasonal affec- 
tive disorder. Depue, No 1457-1459 

Effects of bright light on adrenergic and 
cholinergic systems (letter). Majchrzak, 
De 1608 

Response to phototherapy of an elderly pa- 
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tient with seasonal affective disorder 
(letter). Webb, De 1607~1608 

Lithium 

Carbamazepine and hyponatremia (letter). 
Vieweg, reply of Yassa, Oc 1323—1324 

Case of lithium carbonate abuse (letter). 
O’Boyle, Au 1036 

Combination of lithium carbonate and an 
MAOI in refractory depressions. Fein, Fe 
249-250 (letter: Milstein, Se 1178) 

Lithium and antithyroid antibodies (letter). 
Leroy, Ap 534 

Lithium-responsive schizophrenia and 
rheumatoid arthritis (letter). Olfson, No 
1478-1479 

Lithium therapy in carbamazepine-induced 
agranulocytosis (letter). Servant, Mr 381 

Lithium treatment of manic episodes with 
psychotic features in prepubertal chil- 
dren. Varanka, De 1557~1559 

Nausea from taking both lithium and tri- 
hexyphenidy! (letter). Swartz, Je 767— 
768 

Possible synergism between fluoxetine and 
lithium in refractory depression. Pope, 
Oc 1292-1294 

Presccibing lithium for pregnant women 
(letter). Cohen, reply of van Gent, Je 
772-773 

T; and lithium potentiation of tricyclic an- 
tidepressants (letter). Joffe, Oc 1317- 
1318 

Use of potassium to treat lithium’s side ef- 
fects (letter). Cummings, Jy 895 

Lorazepam 

Clorazepate and lorazepam: clinical im- 
provement and rebound anxiety. Rickels, 
Mr 312-317 

Complete loss of libido with short-term use 
of lorazepam (letter). Khandelwal, Oc 
1313-1314 

Lorazepam for treatment of catatonic 
symptoms and severe psychomotor retar- 
dation (letter). Wetzel, Se 1175~1176 

Lorazepam: therapeutic for ca-atonic schiz- 
ophrenia? (letter). Ahuja, reply of Salam, 
Au 1047 

Psychcgenic catatonia treated with loraze- 
pam (letter). Ripley, Je 764-765 

Lying 

Lies and liars: psychiatric aspects of prevar- 
ication. Ford, My 554-562 ‘letter: Wolf, 
De 1611) 


M 


Magnesium 

Premerstrual syndrome, hypothyroidism, 
and nagnesium (letter). Lipman, Fe 278~ 
279 

Suicide and mortality from diabetes (letter). 
Foster, Fe 272 ` 

Magnetic Resonance Imaging 

Comparison of MRI and CT scans in a 
group of psychiatric patients. Cohen, Se 
1084-1088 

Effects of ECT on brain structure: a pilot 

` prospective magnetic resonance imaging 
study. Coffey, Je 701-706 

Long-term claustrophobia following mag- 
netic resonance imaging (letter). Fish- 
bain, Au 1038-1039 

Quantitative magnetic resonance imaging 
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and the severity of dementia in Alzhei- 
mer’s disease. Bondareff, Jy 853-856 

Use of magnetic resonance imaging in psy- 
chiatry. Garber, Fe 164-171; correction, 
Ap 540 (letters: Coffey, Se 1181-1182; 
Krishnan, Oc 1316) — 

Malignant Hyperthermia see Hyperthermia 

Malpractice 

Ostensible agency: another malpractice 
hazard. Firman, Ap 510-512 (letter: Gut- 
heil, No 1492-1494) 

Management Styles 

Psychiatrist-executive management styles: 
nature or nurture? Marcos, Ja 103-106 

Mania 

Adolescent versus adult onset of mania. 
McGlashan, Fe 221-223 

Antidepressants and mania (letter). Healy, 
reply of Wehr, Jy 906-907 

Comparison of mania and depression after 
brain injury: causal factors. Robinson, Fe 
172-178 

Higher frequency of neuroleptic-induced 
dystonia in mania than in schizophrenia. 
Nasrallah, No 1455-1456 

Lithium treatment of manic episodes with 
psychotic features in prepubertal chil- 
dren. Varanka, De 1557-1559 

Mania associated with procainamide 
(letter). Rice, Ja 129-130 

Mania-like episodes associated with raniti- 
dine (letter). Delerue, Fe 271 

Patterns of thought disorder associated 
with right cortical damage, schizophre- 
nia, and mania. Daniels, Au 944-949 

Possible role of antidepressants in precipi- 
tating mania and hypomania in recurrent 
depression. Kupfer, Jy 804-808 

Manic Depression see Affective Disorders 

MAO see Monoamine Oxidase 

MAOIs see Antidepressants, Monoamine 
Oxidase Inhibitors 

Marijuana 

Comments on the APA position statement 
on psychoactive substance abuse and de- 
pendence: update on marijuana and co- 
caine (letters). Frawley; Bauer; reply of 
Kaufman, Fe 273-274 

Medicare 

Psychiatry under prospective payment: ex- 
perience in the first year. Taube, Fe 210— 
213 

Reétifying an archaic payment policy (edi- 
torial). Durenberger, Ja 81-82 

Medication see Drugs, Psychotropic 

Medroxyprogesterone Acetate 

Medroxyprogesterone acetate as a treat- 
ment for sexual acting out in organic 
brain syndrome (letter). Cooper, Se 
1179-1180 

Meige’s Syndrome 

Meige’s syndrome associated with neuro- 
leptic treatment. Ananth, Ap 513-515 

Melatonin 

Atenolol in seasonal affective disorder: a 
test of the melatonin hypothesis. Rosen- 
thal, Ja 52-56 

Memory 

Differential memory function with dopami- 
nergic versus anticholinergic treatment of 
drug-induced extrapyramidal symptoms. 
Fayen, Ap 483—486 

Drug side effects and the double-blind de- 


sign (letter). Robinson, reply of McEvoy, 
Ap 539 

Response to memory training and individ- 
ual differences in verbal intelligence and 
state anxiety. Yesavage, My 636—639 

Men 

Gender differences in the course of schizo- 
phrenia. Goldstein, Je 684-689 

Some differences between men and women 
who commit suicide. Rich, Je 718-722 

Study of filicidal men. Campion, Se 1141- 
1144 

Menstrual Cycle 

Bulimia, menstruation, and PMS: treatment 
implications (letter). Price, Se 1178-1179 

Menstrual cycle phase-related changes in 
appetite in patients with premenstrual 
syndrome and in control subjects. Both- 
Orthman, My 628-631 (letters: Gian- 
nini; Blum, De 1606-1607) 

Premenstrual exacerbation of binge eating 
in bulimia (letter). Leon, reply of Gladis, 
Au 1043-1044 

Mental Health Services, Delivery and Utili- 
zation of 

Alzheimer’s disease imperative: the chal- 
lenge for psychiatry (editorial). American 
Psychiatric Association Task Force on 
Alzheimer’s Disease, De 1550-1551 

Case review and quantity of outpatient 
care. Blackwell, Au 1003-1006 

Greening of the HMO: implications for 
prepaid psychiatry. Bennett, De 1544—- 
1549 

High users of outpatient mental health serv- 
ices, I: definition and characteristics. 
Taube, Ja 19-24 

High users of outpatient mental health serv- 
ices, II: implications for practice and pol- 
icy. Goldman, Ja 24~28 

Homeless mentally ill in Tucson: implica- 
tions of early findings. Bachrach, Ja 112- 
113 

How to survive in the private practice of 
psychiatry. Sharfstein, Je 723-727 

Mental health, alcohol and drug use, and 
criminal history among homeless adults. 
Gelberg, Fe 191-196 

Privatization: economic opportunity and 
public health (editorial). Sharfstein, My 
611-612 

Privatization of psychiatric services. Dor- 
wart, My 543-553 

Psychiatric decision making in the emer- 
gency room: a research overview. Mar- 
son, Au 918-925 

Psychotherapy practice and reimbursement 
(letter). Schiffner, reply of Chodoff, Au 
1049 

Rectifying an archaic payment policy (edi- 
torial). Durenberger, Ja 81-82 

Reimbursement for partial hospitalization: 
a survey and policy implications. Leiben- 
luft, De 1514-1520 

Relationship of presenting complaints to 
the use of psychiatric services in a low- 
income group. de Figueiredo, Se 1145- 
1148 

Too many psychiatrists? (letter). Lipkowitz, 
reply of Yager, My 654-655 

Training in geriatric psychiatry: will the 
supply meet the demand? Small, Ap 
476-478 
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Treatment of homosexual patients (letter). 
Rinsley, reply of Harris, Jy 905—906 
Types of patients served by various provid- 
ers of outpatient care in CMHCs. 
Windle, Ap 457-463 

Value of hospital-based treatment for the 
homeless mentally ill. Bennett, Oc 1273— 
1276 

Mental Illness see Psychopathology 

Metachromatic Leukodystrophy 

Use of arylsulfatase A in chronic psychiatric 
patients (letter). Hoes, Mr 382 

Methadone 

Amantadine for treatment of cocaine de- 
pendence in methadone-maintained pa- 
tients (letter). Handelsman, Ap 533 

Bromocriptine treatment of cocaine abuse 
in patients maintained on methadone 
(letter). Kosten, Mr 381—382 

Divided dose for methadone maintenance 
patients (letter). Walton, reply of Ten- 
nant, Jy 904 

Methodology 

Conceptual and methodological issues in 
comparative studies of psychotherapy 
and pharmacotherapy, I: active ingredi- 
ents and mechanisms of change. Elkin, 
Au 909-917 

Conceptual and methodological issues in 
comparative studies of psychotherapy 
and pharmacotherapy, Il: nature and 
timing of treatment effects. Elkin, Se 
1070-1076 

3-Methoxy-4-hydroxyphenylglycol 

Neurochemical variables in delusional de- 
pression. Lykouras, Fe 214-217 

Methylphenidate 

Dysphoria associated with methylphenidate 
infusions (letter). Robinson, reply of Lu- 
cas, Oc 1321-1322 

MHPG see 3-Methoxy-4-hydroxyphenyl- 
glycol 

Mianserin 

Prolactin response to tryptophan during 
mianserin treatment. Cowen, Je 740-741 

Monoamine Oxidase 

Characteristics of patients with the highest 
plasma catecholamine metabolite levels. 
Bowers, Fe 246—248 

Neurochemical variables in delusional de- 
pression. Lykouras, Fe 214-217 

Monoamine Oxidase Inhibitors see Antide- 
pressants, Monamine Oxidase Inhibitors 

Monosodium Glutamate 

Reaction to chicken nuggets in a patient 
taking an MAOI (letter). Pohl, My 651 

Mood see also Affective Disorders 

Epidemiology of dysthymia in five commu- 
nities: rates, risks, comorbidity, and 
treatment. Weissman, Jy 815-819 

Idiopathic basal ganglia calcification and 
organic mood disorder. Trautner, Mr 
350-353 

Menstrual cycle phase-related changes in 
appetite in patients with premenstrual 
syndrome and in control subjects. Both- 
Orthman, My 628-631 (letters: Gian- 
nini; Blum, De 1606-1607) 

Movies 

Dr Know-It-All in movie psychiatry (letter). 
Herschkopf, reply of Schneider, Mr 391 
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MRI see Magnetic Resonance Imaging 

MSG see Monosodium Glutamate 

Multiple Personality 

Psychoanalysis and multiple personality 
(letter). Nakdimen, Jy 896-897 

Murder see Homicide 


N 


Naltrexone 
Idiosyncratic reaction to naltrexone aug- 
mented by thioridazine (letter). Malcolm, 
reply of Maany, Je 773-774 
National Institute of Mental Health 
NIMH Depression Awareness, Recogni- 
tion, and Treatment Program: structure, 
aims, and scientific basis. Regier, No 
1351-1357 
Negative Symptoms 
Debate on the two-syndrome hypothesis of 
schizophrenia (letter). Ciccone, Se 1180 
L-Dopa for the negative symptoms of schiz- 
ophrenia (letter). Berry, comment of An- 
dreasen, Se 1180-1181 
Multidimensional approach to the genetics 
of schizophrenia. Dworkin, Se 1077- 
1083 
Postpsychotic depression and negative 
symptoms: an investigation of syndromal 
overlap. Siris, De 1532-1537 
Neurocutaneous Malanosis 
Neurocutaneous melanosis and psychosis 
(letter). Thomas, My 649-650 
Neuroleptic Malignant Syndrome 
Haloperidol in neuroleptic malignant syn- 
drome (letter). Shalev, reply of Keck, My 
653-654 | 
8 in the neuroleptic 
. Horn, My 617- 


Hypothalamic patholo: 
malignant syndrom 
620 

Neuroleptic malignant syndrome and ma- 
lignant hyperthermia (letter). Grigg, Se 
1175 

Prospective survey of neuroleptic malignant 
syndrome in a aupatnesi psychiatric 
hospital. Gelenberg, Ap 517-518 

Risk of malignant hyperthermia among pa- 
tients with neuroleptic malignant syn- 
drome and their families. Hermesh, No 
1431-1434 

oad in triggering the 
nt syndrome. Shalev, 


Role of external heat 
neuroleptic malign 


leptic malignant syndrome (letter). Adit- 
yanjee, Au 1041 

Neuroleptics see also Drug Side Effects— 
Neuroleptics; specific drugs 

Creatine kinase elevation after neuroleptic 
treatment. Pearlman, Au 1018—1019 

Dosing practices for high- and low-potency 
neuroleptics (letter). Hayes, Je 769 

Drug-induced dunce in young and elderly 
patients. Addonizio, Jy 869-871 

Efficacy of anticholinergic prophylaxis for 
neuroleptic-induced acute dystonia. 
Arana, Au 993—996 

Low-dose neuroleptic therapy for children 
with childhood-onset pervasive develop- 
mental disorder. Joshi, Mr 335—338 

Mechanism of neuroleptic-associated priap- 
ism (letter), Greenberg, reply of Velek, 
Mr 393-395 


Ja 110-111 
Spectrum concept ad prevalence of neuro- 
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Neurological Dysfunction see Brain Disor- 
ders 

Neuropsychiatry 

Neuropsychiatry as a subspecialty of psy- 
chiatry (letter). Fogel, reply of Yager, Au 
1049-1050 

Neuroscience 

Neuroscience in the future of psychiatry 
(letters). Cooper; Dean, Fe 272-273 

Nifedipine 

Depression associated with nifedipine-in- 
duced calcium channel blockade. Hullett, 
Oc 1277-1279 

Nomenclature see Diagnosis and Classifica- 
tion 

Norepinephrine 

Serotonergic and noradrenergic sensitivity 
in obsessive-compulsive disorder: behav- 
ioral findings. Hollander, Au 1015—1017 

Nosology see Diagnosis and Classification 

Nursing Homes 

Self-care capacity and anticholinergic drug 
levels in nursing home patients. Rovner, 
Ja 107-109 

Suicide in New York City nursing homes: 
1980-1986 (letter). Abrams, reply of 
Borson, No 1487—1488 


(0) 


Obsessive-Compulsive Disorder 

Augmentation of antiobsessional treatment 
with fenfluramine (letter). Hollander, Oc 
1314-1315 

Buspirone in obsessive-compulsive disorder 
(letter). Watts, De 1606 

Cerebral glucose metabolic rates in nonde- 
pressed patients with obsessive-compul- 
sive disorder. Baxter, De 1560—1563 

Clomipramine for  obsessive-compulsive 
symptoms (letter). Szarek, Jy 898-899 

Clonidine and clomipramine in obsessive- 
compulsive disorder (letter), Hollander, 
Mr 388-389 

Eating disorders and obsessive-compulsive 
disorder (letter). Logsdail, Jy 899 

Fluoxetine treatment of obsessions and 
compulsions in patients with Tourette’s 
syndrome (letter). Riddle, Se 1173-1174 

Fluvoxamine in the treatment of panic dis- 
order with obsessive-compulsive symp- 
toms (letter). Servant, Se 1174-1175 

Neuroanatomical abnormalities in obses- 
sive-compulsive disorder detected with 
quantitative X-ray computed tomogra- 
phy. Luxenberg, Se 1089-1093 

Open trial of buspirone in obsessive-com- 
pulsive disorder. Jenike, Oc 1285-1286 

Personality features of obsessive-compul- 
sive disorder. Joffe, Se 1127-1129 

Possible relationship of bowel obsessions to 
panic disorder with agoraphobia (letter). 
Lydiard, reply of Jenike, Oc 1324-1325 

Return of symptoms after discontinuation 
of clomipramine in patients with obses- 
sive-compulsive disorder. Pato, De 1521- 
1525 

Serotonergic and noradrenergic sensitivity 
in obsessive-compulsive disorder: behav- 
ioral findings. Hollander, Au 1015-1017 

Ontario 

Ontario child health study: suicidal behav- 
ior in youth age 12-16 years. Joffe, No 
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1420-1423 

Opiates 

Atropine coma in treatment of opiate addic- 
tion (letter). Dilsaver, reply of Wandzel, 
Je 776-777 

ranig Brain Syndrome see Brain Disor- 


Orgasmic Dysfunction see Sexual Disorders 

Outcome 

Conceptual and methodological issues in 
comparative studies of psychotherapy 
and pharmacotherapy, I: active ingredi- 
ents and mechanisms of change. Elkin, 
Au 909-917 

Conceptual and methodological issues in 
comparative studies of psychotherapy 
and pharmacotherapy, Il: nature and 
timing of treatment effects. Elkin, Se 
1070-1076 

Court-mandated community outpatient 
treatment for persons found not guilty by 
reason of insanity: a five-year follow-up. 
Lamb, Ap 450-456 

DSM-III personality disorders and the out- 
come of treated panic disorder. Reich, Se 
1149-1152 

Outpatients 

Case review and quantity of outpatient 
care. Blackwell, Au 1003—1906 

Court-mandated community outpatient 
treatment for persons found not guilty by 
reason of insanity: a five-year follow-up. 
Lamb, Ap 450-456 

High users of outpatient mental health serv- 
ices, I: definition and characteristics. 
Taute, Ja 19-24 

High users of outpatient mental health serv- 
ices, Il: implications for practice and pol- 
icy. Goldman, Ja 24-28 

Rectifying an archaic payment policy (edi- 
torial). Durenberger, Ja 81-82 

Types of patients served by various provid- 
ers of outpatient care in CMHCs. 
Windie, Ap 457-463 

Overdose 

Death of a psychiatric patient from aman- 
tadine poisoning (letter). Simpson, Fe 
267-268 

Fluoxetine overdose (letter). Finnegan, De 
1604 


Pain 

Relationship of chronic pelvic pain to psy- 
chiatric diagnoses and childhood sexual 
abuse. Walker, Ja 75—80 

Panic 

Action of imipramine and alprazolam in 
panic disorder (letter). Ciccone, Ap 538— 
539 

Anxiogenic effects of caffeine on panic and 
depressed patients. Lee, My 632-635 

Cerebral blood flow changes during sodi- 
um-lactate-induced panic attacks. Stew- 
art, Ap 442-449 

Clinical and psychobiological characteris- 
tics of simultaneous panic disorder and 
major depression. Grunhaus, Oc 1214— 
1221 

Controlled study of verapamil for treatment 
of panic disorder. Klein, Ap 431—434 

Depression and panic attacks: the signifi- 
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cance of overlap as refleczed in follow-up 
and family study data. Coryell, Mr 293- 
300 

DSM-III personality disorders and the out- 
come of treated panic disorder. Reich, Se 
1149-1152 

Fluvoxamine in the treatmeat of panic dis- 
order with obsessive-compulsive symp- 
toms (letter). Servant, Se 1174-1175 

Follow-up study of control subjects with 
lactate- and isoproterenol-induced panic 
attacks. Balon, Fe 238—241 

Idiopathic cardiomyopathy and panic dis- 
order in cardiac transplent candidates 
(letter). Magni, reply of Eahn, Jy 902- 
903 

Inadvertent imipramine chalenge in panic 
(letter). Beitman, Je 764 

Lack of efficacy of carbamazepine in the 
treatment of panic disorcer. Uhde, Se 
1104-1109 

Panic and aggression in orgamic brain syn- 
drome (letter). Yudofsky, reply of Ed- 
lund, Jy 907-908 

Panic attacks and exposure to chemical 
agents (letter). Yeragani, resly of Dager, 
Ap 532-533 

Panic disorder and exercise (letzer). McDan- 
iel, Fe 269 

Panic disorder and the procaine in penicillin 
G (letter). Biddle, Oc 1317 

Panic disorder in psychiatrically hospital- 
ized children. Alessi, No 1430-1452 

Placebo response in panic disorder. Coryell, 
Se 1138-1140 

Possible relationship of bowel chsessions to 
panic disorder with agoraphobia (letter). 
Lydiard, reply of Jenike, Oc 1324-1325 

Prevalence of panic attacks in a nonclinical 
sample (letter), Kennedy, Mr 384-385 

Prodromal symptoms in panc disorder 
with agoraphobia. Fava, De 1564-1567 

Seizure disorder or panic disorcer? (letter). 
Signer, reply of Edlund, Fe 275~276 

Sex differences in panic disorcer (letter). 
Papp, Je 766 

Sociocultural study of Koro epidemics in 
Guangdong, China. Tseng, De 1538- 
1543 

Thyroid disorders in female psychiatric pa- 
tients with panic disorder or agorapho- 
bia. Orenstein, No 1428-1430 

Thyroid indices in panic disorde-. Stein, Je 
745-747 

Paralysis 

Utility of electromyographic biofeedback in 
the treatment of conversion paralysis. 
Fishbain, De 1572-1575 

Paranoia 

Multidimensional approach to thz genetics 
of schizophrenia. Dworkin, Se 1077- 
1083 

Parents 

Follow-up investigation of offspring of par- 
ents with bipolar disorder. Zahr-Waxler, 
Ap 506-509 

Indirect vertical cultural transmussion: a 
model for nongenetic parental influences 
on the liability to psychiatric illness. 
Kendler, Je 657-665 

Perceptions of parenting in childhood and so- 
cial support in adulthood. Parker, Ap 479— 
482 (letter: Schibuk, No 1488-1<89) 


Resilient adolescents whose parents have 
serious affective and other psychiatric 
disorders: importance of  self-under- 
standing and relationships. Beardslee, Ja 
63-69 

Parkinson’s Disease 

Evidence for atypical depression in Parkin- 
son’s disease, Schiffer, Au 1020—1022 

PCP see Phencyclidine 

Penicillin G 

Panic disorder and the procaine in penicillin 
G (letter). Biddle, Oc 1317 

Perception i 

The observed and the observer (letter). 
Buckingham, reply of Lane, Mr 385-386 

Personality 

Developmental psychiatry comes of age. 
Bowlby, Ja 1-10 

Personality features of obsessive-compul- 
sive disorder. Joffe, Se 1127—1129 

Personality Disorders see also specific diag- 
noses 

Avoidant, schizoid, and dependent person- 
ality disorders (letters). West; Akhtar; re- 
ply of Trull, Fe 276-278 

DSM-III personality disorders and the out- 
come of treated panic disorder. Reich, Se 
1149-1152 

DSM-HI-R personality disorders: an over- 
view. Widiger, Jy 786-795 

Personality disorders in DSM-III and DSM- 
III-R: convergence, coverage, and inter- 
nal consistency. Morey, My 573-577 

Personality features of obsessive-compul- 
sive disorder. Joffe, Se 1127-1129 

Personality pathology in recurrent depres- 
sion: nature, prevalence, and relationship 
to treatment response. Pilkonis, Ap 435— 
441 (letter: Pfohl, De 1608—1609) 

Validating structured DSM-III-R personal- 
ity disorder assessments with longitudi- 
nal data. Skodol, Oc 1297-1299 

PET see Positron Emission Tomography 

Pharmacotherapy see Drugs, Psychotropic 

Phencyclidine 

History of phencyclidine use and repeated 
assaults in newly admitted young schizo- 
phrenic men (letter). Convit, Se 1176 

Phenelzine 

Combination of lithium carbonate and an 
MAOI in refractory depressions. Fein, Fe 
249-250 (letter: Milstein, Se 1178) 

Phenelzine versus imipramine in the treat- 
me @. of probable atypical depression: de- 
fining syndrome boundaries of selective 
MAOI responders. Quitkin, Mr 306- 
311 (letter: Nakdimen, Oc 1322) 

Randomized clinical trial of phenelzine and 
imipramine for posttraumatic stress dis- 
order. Frank, Oc 1289-1291 

Response of psychotic and nonpsychotic 
depression to phenelzine. Janicak, Ja 93—- 
95 

Philosophy 

What is “truth”? some philosophical con- 
tributions to psychiatric issues. Wallace, 
Fe 137-147 (letters: Blatner; Howse- 
pian, Se 1184-1185; Pivnicki; Wood, Oc 
1326-1327; Hoaken; Emery, No 1490— 
1491) 

Phobias 

Bloed-injury phobia: a review. Marks, Oc 
1207-1213 
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Depression and photophobic behavior 
(letter). Gerbaldo, No 1479-1480 

Epinephrine infusions in patients with so- 
cial phobia. Papp, Je 733-736 

Pedigrees, functioning, and psychopathol- 
ogy in families of school phobic children. 
Bernstein, Ja 70-74 

Pilot study of treatment of social phobia 
with alprazolam. Reich, My 590-594 

Phototherapy see Light Therapy 

Physical Illness and Impairment see also 
specific disorders 

Need for differential therapeutics (letter). 
Zarr, reply of Lieber, Au 1048-1049 

Psychiatric disorder and endometriosis 
(letter). Simon, Au 1040-1041 

Psychiatric disorder and limitations in phys- 
ical functioning in a sample of the Los 
Angeles general population. Wells, Je 
712-717 

Psychiatric disorder in a sample of the gen- 
eral population with and without chronic 
medical conditions. Wells, Au 976—981 

Social supports in relation to physical 
health and symptoms of depression in the 
elderly. Grant, Oc 1254-1258 

Pindolol 

Lack of efficacy of pindolol in tardive dys- 
kinesia (letter). Greendyke, Oc 1318- 
1319 

Placebo 

Placebo response in panic disorder. Coryell, 
Se 1138-1140 

Polydipsia 

Polydipsia and hyponatremia in psychiatric 
patients. Illowsky, Je 675—683 (letter: Il- 
lowsky, Au 1039) 

Polypharmacy see Combined Drug Therapy 

Polysomnography 

Role of polysomnography in the differential 
diagnosis of chronic insomnia. Jacobs, 
Mr 346-349 (letter: Regestein, No 1483) 

Position Statements 

Comments on the APA position statement 
on psychoactive substance abuse and de- 
pendence: update on marijuana and co- 
caine (letters). Frawley; Bauer; reply of 
Kaufman, Fe 273—274 

Positron Emission Tomography 

PET imaging of cortical S, serotonin recep- 
tors after stroke: lateralized changes and 
relationship to depression. Mayberg, Au 
937-943 

Postpartum Psychosis see Psychosis 

Posttraumatic Stress Disorder see also 
Stress 

Another case of chronic PTSD with audi- 
tory hallucinations (letter). Waldfogel, 
Oc 1314 

Combat-related posttraumatic stress disor- 
der among second-generation Holocaust 
survivors: preliminary findings. Solo- 
mon, Jy 865—868 

Conceptual basis of posttraumatic stress 
disorder (letters). Chiarello; Behar, Mr 
384 

Differences among patients with posttrau- 
matic stress disorder (letter). Burstein, Je 
770-771 

Differences among patients with PTSD 
(letter). Ciccone, reply of Lerer, My 655— 
656 

Dissociation and hypnotizability in post- 


traumatic stress disorder. Spiegel, Mr 
301-305 (letter: Liebowitz, No 1486) 

DSM-III-R criteria for posttraumatic stress 
disorder. Brett, Oc 1232-1236 

PTSD in refugees (letter). Glassman, reply 
of Westermeyer, No 1486-1487 

Randomized clinical trial of phenelzine and 
imipramine for posttraumatic stress dis- 
order. Frank, Oc 1289-1291 

Toward rational pharmacotherapy for 
posttraumatic stress disorder: an interim 
report. Friedman, Mr 281-285 (letters: 
Lipper, Oc 1322-1323; Ciccone; Stone, 
No 1484-1485) 

Potassium 

Use of potassium to treat lithium’s side ef- 
fects (letter). Cummings, Jy 895 

Prediction 

Prediction of dangerousness (letter). Glick- 
man, Fe 274 

Predictors of violence in civilly committed 
acute psychiatric patients. McNiel, Au 
965-970 

Pregnancy 

Prescribing lithium for pregnant women 
(letter). Cohen, reply of van Gent, Je 
772-773 

Psychological factors in preterm labor: crit- 
ical review and theoretical synthesis. 
Omer, De 1507-1513 

Premenstrual Syndrome 

Bulimia, menstruation, and PMS: treatment 
implications (letter). Price, Se 1178— 
1179 

Defining late luteal phase dysphoric disor- 
der (letter). Severino, reply of Parry, Ja 
132-133 

Menstrual cycle phase-related changes in 
appetite in patients with premenstrual 
syndrome and in control subjects. Both- 
Orthman, My 628—631 (letters: Gian- 
nini; Blum, De 1606—1607) 

Premenstrual syndrome, hypothyroidism, 
and magnesium (letter). Lipman, Fe 278— 
279 

Some correlates of prospectively defined 
premenstrual syndrome. Schnurr, Ap 
491-494 (letters: Callender; Grosz, No 
1481-1482) 

Preventive Detention 

New preventive detention: psychiatry’s 
problematic responsibility for the control 
of violence. Appelbaum, Jy 779-785 

Priapism 

B Blockers for treatment of priapism asso- 
ciated with use of neuroleptics (letter). 
Greenberg, No 1480 

Mechanism of neuroleptic-associated priap- 
ism (letter). Greenberg, reply of Velek, 
Mr 393-395 

Prisoners 

Survivors of childhood experiences in Jap- 
anese concentration camps (letter). Krell, 
Mr 383-384 

Privacy 

Supervision and privacy in psychotherapy 
training. Betcher, Jy 796—803 (letter: 
Coons, De 1611) 

Privatization 

Privatization: economic opportunity and 
public health (editorial). Sharfstein, My 
611-612 

Privatization of psychiatric services. Dor- 
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wart, My 543-553 

Procainamide 

Mania associated with procainamide 
(letter). Rice, Ja 129—130 

Procaine 

Panic disorder and tne procaine in penicillin 
G (letter). Biddle, Oc 1317 

Prolactin 

Anterior pituitary, adrenal, and gonadal 
hormones during cocaine withdrawal. 
Mendelson, Se 1094-1098 

Effect of bromocriptine in hyperprolactine- 
mia (letter). Fava, reply of Koppelman, 
Au 1044-1045 

Neurochemical variables in delusional de- 
pression. Lykouras, Fe 214—217 

Prolactin, cortisol, and antidepressant treat- 
ment. Fava, Mr 358—360 

Prolactin response to tryptophan during 
mianserin treatment. Cowen, Je 740-741 

Propranolol 

Propranolol and clonidine in detoxification 
(letter). Cerri, Oc 1319 

Prospective Payment System 

Psychiatry under prospective payment: 
experience in the first year. Taube, Fe 
210-213 

Psychiatrists 

Definition of a psychiatrist: eight years 
later. Langsley, Ap 469-475 

Dr Know-It-All in movie psychiatry (letter). 
Herschkopf, reply of Schneider, Mr 391 

How to survive in the private practice of 
psychiatry. Sharfscein, Je 723-727 

Patients’ suicides: frequency and impact on 
psychiatrists. Chemtob, Fe 224-228 

Psychiatrist as legal guardian. Wettstein, 
My 600-604 

Too many psychiatrists? (letters). Rainess; 
Weintraub; Mode; reply of Yager, Mr 
391-393; Lipkowitz, reply of Yager, My 
654-655 

Town and Country psychiatrist (letter). 
Strauser, Oc 1321 

Psychiatry 

How to survive in the private practice of 
psychiatry. Sharfstein, Je 723-727 

Neuropsychiatry as a subspecialty of psy- 
chiatry (letter). Fogel, reply of Yager, Au 
1049-1050 

Neuroscience in the future of psychiatry 
(letters). Cooper; Dean, Fe 272-273 

Redefining psychiatry (letter). Hildreth, Ja 
133 

Psychoanalysis 

Aims of therapy and research (letter). Gar- 
cia, reply of Zinberg, Au 1045-1046 

Analytically oriented therapy of homosex- 
ual men (letter). Isay, Je 769-770 

Psychoanalysis and multiple personality 
(letter). Nakdimen. Jy 896-897 

Psychodynamics 

Are psychiatric educators “losing the 
mind”? Reiser, Fe 148—153 (letter: Frein- 
har, Oc 1320) 

James Braid’s psychoohysiology: a turning 
point in the history of dynamic psychia- 
try. Kravis, Oc 11%1-1206 

More on the psychadynamic formulation 
(letters). Perry; Lenzner; Schwartz; 
Huessy; Thweatt; reply of Perry, Ja 130- 
132 

Psychodynamic and behavioral case formu- 
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lation (letter). Malatesta, Je 770 
Psychological Tests see Tests, Psychological 
Psychomotor Retardation i 
- Lorazépam for treatment of catatonic 

symptoms and severe psychomotor retar- 

dation (letter), Wetzel, Se 1175-1176 
Psychopathology see also specific, diagnoses 
Developmental psychiatry comes of age. 

Bowlby, Ja 1-10 
Mental illness and creativity (letters). Flach, 

reply of Andreasen, Je 771-772; George, 


. reply of Andreasen, Jy 908 
More on the psychodynamic formulation 
(letters). Perry; Lenznsr; Schwartz; 


Huessy; Thweatt; reply of Perry, Ja 130- 
132° 

Psychiatric disorder and limitations in phys- 
ical functioning’in a sample of the Los 
Angeles general population. Wells, Je 
712-717 

Psychiatric disorder in a sample of the gen- 
eral population with and without chronic 
medical conditions. Wells, Au 976-981 

Research on social supports and mental ill- 
ness (editorial). Galanter, Oc 1270-1272 

Social networks and psychopathology 
among substance abusers. Westermeyer, 
Oc 1265-1269 

Psychopharmacology see Drugs, Psychotro- 


pic 

Psychophysiology 

James Braid’s psychophysiclogy: a turning 
point in the history of dynamic psychia- 
try. Kravis, Oc 1191-1206 

Psychological factors in preterm labor: crit- 
isal review and theoretical synthesis. 
Omer, De 1507~1513 

Psychosis 

Effect of psychosis on suicide risk in 1,593 
patients with unipolar and bipolar affec- 
tive disorders. Black, Jy 349-852 

Further examination of extreme haircutting 
and psychosis (letters). Feldmann; Feld- 
man, Mr 395 (letter: Kaminer, Oc 1320) 

Mare on haircutting and psychosis (letter). 
Markowitz, Fe 271-272 

Neurocutaneous melanosis and psychosis 
(letter). Thomas, My 649-650 

Postpsychotic depression and negative 
symptoms: an investigation of syndromal 
overlap. Siris, De 1532-1537 

Thyroid function in psychosis following 
childbirth. Stewart, De 1579-1581 

Unusual presentation of vitamin B,, defi- 
ciency (letter). Phillips, Ap 529 

Psychotherapy 

Aims of therapy and research (letter). Gar- 
cia, reply of Zinberg, Au 1045-1046 

Are psychiatric educators “losing the 
mind”? Reiser, Fe 148—153 (letter: Frein- 
har, Oc 1320) 

Conceptual and methodological issues in 
comparative studies of psychotherapy 
and pharmacotherapy, I: active ingredi- 
ents and mechanisms of change. Elkin, 
Au 909-917 

Conceptual and methodological issues in 
comparative studies of psychotherapy 
and pharmacotherapy, I: nature and 
timing of treatment effects. Elkin, Se 
1070-1076 | 

Empathy: misconceptions and misuses in 
psychotherapy. Book, Ap 420-424 
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More on the psychodynamic formulation 
(letters). Perry; Lenzner; Schwartz; 
Huessy; Thweatt; reply of Perry, Ja 130- 
132 

Neuroscience in the future of psychiatry 
(letters). Cooper; Dean, Fe 272-273 

Psychodynamic therapy witt borderline pa- 
tients (letter). Masterson, reply of Wal- 
dinger, Ja 135-136 

Psychotherapy practice and reimbursement 
(letter). Schiffner, reply cf Chodoff, Au 
1049 

Supervision and privacy in psychotherapy 
training. Betcher, Jy 76-803 (letter: 
Coons, De 1611) 

Public Psychiatry 

Dysfunctions in public psychiatric bureau- 
cracies. Marcos, Mr 331-334 (letters: 
Raw, Oc 1325; Baringer: Tartaglini, No 
1489-1490) 


R 


Race 

Prevalence of clinically significant depres- 
sive symptoms in black and white pa- 
tients in family practice settings. Zung, Jy 
882-883 

Ranitidine 

Mania-like episodes associated with raniti- 
dine (letter). Delerue, Fe 271 

Rape 

Blitz rape and confidence rape: a typology 
applied to 1,000 consective cases. Sil- 
verman, No 1438-1441 

Rapid Cycling 

Rapid cycling affective discrder: contribut- 
ing factors and treatment responses in 51 
patients. Wehr, Fe 179-184 

Rapid cycling bipolar II illness in three 
closely related individuals. Kuyler, Ja 
114-115 

Rating Scales see Tests, Psrchological 

Recovery, Inc. 

Zealous self-help groups as-adjuncts to psy- 
chiatric treatment: a study of Recovery, 
Inc. Galanter, Oc 1248~1253 

Refugees 

DSM-III psychiatric disorders among 
Hmong refugees in the United States: a 
point prevalence study. Westermeyer, Fe 
197-202 (letter: Glassman, No 1486- 
1487) 

Influences of time, ethnicty, and attach- 
ment on depression in Southeast Asian 
refugees. Beiser, Ja 46~51 

Relapse 

Use of laboratory tests tc monitor heavy 
drinking by alcoholic men discharged 
from a treatment progam. Irwin, My 
595-599 

Relatives see Genetics 

Religion 

Potential spread of AIDS to fundamentalist 
spouses (letter). Greenberg, Ja 130 (let- 
ter: Isay, Je 769-770) 

REM Sleep see Sleep 

Research 

Aims of therapy and research (letter). Gar- 
cia, reply of Zinberg, Au 1045-1046 

Animal rights and research: (letters). Reines; 
Barnard, Ap 539-540 (letter: Sitaram, 
My 653) 


Conceptual and methodological issues in 
comparative studies of psychotherapy 
and pharmacotherapy, I: active ingredi- 
ents and mechanisms of change, Elkin, 
Au 909-917 ` 

Conceptual and methodological issues in 
comparative studies of psychotherapy 
and pharmacotherapy, I: nature and 
timing of treatment effects. Elkin, Se 
1070-1076 

Foundation funding and psychiatric re- 
search, Kim, Jy 830-835 

Research fever (letter). Vaidya, Je 777—778 

Residents 

Choice of a residency program (letter). Pitt, 
reply of Sledge, Mr 389-390 

Choosing a psychiatric residency (letter). 
Santos, reply of Sledge, Je 775--776 

Developing minimal national standards for 
clinical experience in psychiatric train- 
ing. Yager, No 1409-1413 

Psychiatric residents’ attitudes about the in- 
ternship: an additional variable (letter). 
Crowder, reply of Coryell, Mr 389 

Psychiatric residents’ sexual contact with 
educators and patients: results of a na- 
tional survey. Gartrell, Je 690-694 

Seasonal depression in postgraduate medi- 
cal trainees? (letter). Harris, Jy 899 

Resource-Based Relative Value Scale 

Psychiatry and the resource-based relative ` 
value scale. Dorwart, Oc 1237—1242 

Retinal Function 

Electroretinograms in autism: a pilot study 
of b-wave amplitudes. Ritvo, Fe 229- 
232 

Right to Refuse Treatment 

Guidelines for legal and financial counsel- 
ing of Alzheimer’s disease patients and 
their families. Overman, De 1495—1500 

Psychiatrist as legal guardian. Wettstein, 
My 600-604 ` 

Right to refuse treatment with antipsy- 
chotic medications: retrospect and pros- 
pect. Appelbaum, Ap 413—419 (letters: 
Hume, Oc 1320; Kanofsky, De 1612) 

Risk 

Indirect vertical cultural transmission: a 
model for nongenetic parental influences 
on the liability to psychiatric illness. 
Kendler, Je 657-665 

Rubber 

Disulfiram and allergy to rubber (letter). 
Olfson, My 651-652 

Ramination 

Rumination in patients with eating disor- 
ders (letter). Larocca, De 1610 


S 


Salivary Glands 

Anorexia nervosa and parotid enlargement 
(letter). Günther, My 650 (letter: La- 
rocca, De 1610) 

Schizoaffective Disorder 

Heterogeneity of schizoaffective disorder: 
implications for treatment. Levitt, Au 
926—936 

Validity of subtyping psychotic depression: 
examination of phenomenology and de- 
mographic characteristics. Breslau, Ja 
35—40 
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Schizophrenia, Diagnosis of 

Accuracy of the diagnoses of affective dis- 
orders and schizophrenia in public hos- 
pitals. Pulver, Fe 218-220 (letter: Lip- 
ton, Oc 1319-1320) 

Changing diagnostic criteria (editorial). 
Gift, No 1414-1415 

Comparison of DSM-III and DSM-III-R 
schizophrenia. Fenton, No 1446-1449 

Schizophrenia, Research in 

Alpha frequency in schizophrenia: an asso- 
ciation with enlarged cerebral ventricles. 
Karson, Jy 861-864 

Cerebral structural pathology in schizo- 
phrenia: evidence for a selective prefront- 
al cortical defect. Shelton, Fe 154-163 

Cold agglutinin titers in psychiatric pa- 
tients. Spivak, No 1460-1461 

Debate on the two-syndrome hypothesis of 
schizophrenia (letter). Ciccone, Se 1180 

Deficit and nondeficit forms of schizophre- 
nia: the concept. Carpenter, My 578- 
583 

Family study of the subtypes of schizophre- 
nia. Kendler, Ja 57-62 

Gender differences in the course of schizo- 
phrenia. Goldstein, Je 684—689 

Heterogeneity of schizoaffective disorder: 
implications for treatment. Levitt, Au 
926-936 

History of phencyclidine use and repeated 
assaults in newly admitted young schizo- 
phrenic men (letter). Convit, Se 1176 

Low frontal glucose utilization in chronic 
schizophrenia: a replication study. Wol- 
kin, Fe 251-253 

Multidimensional approach to the genetics 
of schizophrenia. Dworkin, Se 1077- 
1083 

Origin and treatment of hallucinations 
(letter). Green, Fe 274-275 

Patterns of thought disorder associated 
with right cortical damage, schizophre- 
nia, and mania. Daniels, Au 944—949 

Postpsychotic depression and negative 
symptoms: an investigation of syndromal 
overlap. Siris, De 1532-1537 

Significance and meaning of neurological 
signs in schizophrenia. Heinrichs, Ja 11— 
18 

Use of arylsulfatase A in chronic psychiatric 
patients (letter). Hoes, Mr 382 

Ventricular and sulcal size at the onset of 
psychosis. lacono, Jy 820-824 

Schizophrenia, Treatment of 

Adjunctive alprazolam for schizophrenia 
with panic anxiety: clinical observation 
and pathogenic implications. Kahn, Je 
742-744 

Ascorbic acid and dopamine activity 
(letter). Kanofsky, reply of Giannini, Jy 
904—905 

Carbamazepine trial in chronic, treatment- 
refractory schizophrenia. Sramek, Je 
748-750 

L-Dopa for the negative symptoms of schiz- 
ophrenia (letter). Berry, comment of An- 
dreasen, Se 1180-1181 

Effect of trifluoperazine on CSF and plasma 
HVA levels in schizophrenic subjects 
(letter). Sharma, No 1480-1481 

Ethical issues in drug studies (letter). Eng- 
strom, reply of Davidson, Mr 387—388 


Exacerbation of psychosis after discontinu- 
ation of carbamazepine treatment. Heh, 
Jy 878-879 

Higher frequency of neuroleptic-induced 
dystonia in mania than in schizophrenia. 
Nasrallah, No 1455-1456 

Lithium-responsive schizophrenia and rheu- 
matoid arthritis (letter). Olfson, No 
1478-1479 

Lorazepam: therapeutic for catatonic schiz- 
ophrenia? (letter). Ahuja, reply of Salam, 
Au 1047 

Pharmacologic strategies in schizophrenia 
(letters), Pandurangi; Ciccone; reply of 
Carpenter, Jy 900-902 

Problems in managing a schizophrenic pa- 
tient with AIDS (letter). Morgan, Mr 
380-381 

Schizophreniform Disorder 

Refining the diagnosis of schizophreniform 
disorder. Beiser, Je 695-700 

School Phobia 

Pedigrees, functioning, and psychopathol- 
ogy in families of school phobic children. 
Bernstein, Ja 70-74 

Scientific Theory 

The observed and the observer (letter). 
Buckingham, reply of Lane, Mr 385-386 

What is “truth”? some philosophical con- 
tributions to psychiatric issues. Wallace, 
Fe 137-147 (letters: Blatner; Howse- 
pian, Se 1184-1185; Pivnicki; Wood, Oc 
1326—1327; Hoaken; Emery, No 1490- 
1491) 

Scopolamine 

Association of low serum anticholinergic 
levels and cognitive impairment in el- 
derly presurgical patients. Miller, Mr 
342-345 

Seasonal Affective Disorder 

Alternative patterns of seasonal affective 
disorder: three case reports from North 
India. Gupta, Ap 515-516 

Atenolol in seasonal affective disorder: a 
test of the melatonin hypothesis. Rosen- 
thal, Ja 52-56 

Comparison of seasonal and nonseasonal 
affective disorders. Garvey, Ja 100-102 

Effect of phototherapy on spontaneous eye 
blink rate in subjects with seasonal affec- 
tive disorder. Depue, No 1457-1459 

Effects of bright light on adrenergic and 
cholinergic systems (letter). Majchrzak, 
De 1608 

Phase-shift hypothesis of seasonal affective 
disorder (letter). Lewy, reply of Jacobsen, 
Au 1041-1043 

Response to phototherapy of an elderly pa- 
tient with seasonal affective disorder 
(letter). Webb, De 1607—1608 

Seasonal affective disorder in the southern 
hemisphere. Boyce, Ja 96—99 

Seasonal depression in postgraduate medi- 
cal trainees? (letter). Harris, Jy 899 

Seclusion and Restraint 

Psychiatric uses of cold wet sheet packs. 
Ross, Fe 242-245 

Seizures 

Adverse reaction to use of caffeine in ECT 
(letter). Acevedo, Ap 529-530 

Failure of sleep deprivation to prolong sei- 
zures in ECT (letter). Kellner, Ap 530 

Seizure disorder or panic disorder? (letter). 
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Signer, reply of Edlund, Fe 275-276 

Self-Help Groups 

Controlled trial of brief psychotherapy and 
mutual-help group treatment of conjugal 
bereavement. Marmar, Fe 203—209 

Research on social supports and mental ill- 
ness (editorial). Galanter, Oc 1270—1272 

Zealous self-help groups as adjuncts to psy- 
chiatric treatment: a study of Recovery, 
Inc. Galanter, Oc 1248-1253 

Self-Injurious Behavior 

Intent and lethality of suicide attempts 
among female borderline inpatients. 
Shearer, No 1424—1427 

Self-Understanding 

Resilient adolescents whose parents have 
serious affective and other psychiatric 
disorders: importance of — self-under- 
standing and relationships. Beardslee, Ja 
63-69 

Serotonin 

PET imaging of cortieal S, serotonin recep- 
tors after stroke: lateralized changes and 
relationship to depression. Mayberg, Au 
937-943 

Serotonergic and noradrenergic sensitivity 
in obsessive-compulsive disorder: behav- 
ioral findings. Hollander, Au 1015-1017 

Sex Differences 

Gender differences in the course of schizo- 
phrenia. Goldstein, Je 684-689 

Sex differences in panic disorder (letter). 
Papp, Je 766 

Sex differences in recurrent depression: are 
there any that are significant? Frank, Ja 
41-45 

Some differences between men and women 
who commit suicide. Rich, Je 718-722 

Statement on discrimmation based on gen- 
der or sexual orientation (off acts). 
American Psychiatric Association, No 
1494 

Sex Offenders 

Screening for child-molesting behavior 
(letter). Fuller, Fe 274 

Sexist Language 

Use of sexist language (letter). Coons, De 
1611 

Sexual Abuse see also Child Abuse 

Laws on mandatory reporting of suspected 
child sexual abuse (letter). Berlin, Au 
1039 

Preschool children’s erroneous allegations 
of sexual molestation. Yates, Au 989— 
992 

Psychiatric residents’ sexual contact with 
educators and patients: results of a na- 
tional survey. Gartrell, Je 690-694 

Relationship of chronic pelvic pain to psy- 
chiatric diagnoses and childhood sexual 
abuse. Walker, Ja 75-80 

Reporting by adult psychiatric patients of 
childhood sexual abuse (letter). Good- 
win, reply of Bryer, Se 1183-1184 

Screening for child-molesting behavior 
(letter). Fuller, Fe 274 

Sexual Disorders 

Female hypersexuality treated with cypro- 
terone acetate (letter). Mellor, Au 1037 

Mechanism of neuroleptic-associated priap- 
ism (letter). Greenberg, reply of Velek, 
Mr 393-395 

Medroxyprogesterone acetate as a treat- 
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ment for sexual acting out in organic 
brain syndrome (letter). Cooper, Se 
1179-1180 

Psychiatric disorder and endometriosis 
(letter). Simon, Au 1040-1041 

Spontaneous remission of MAOJ-induced 
anorgasmia (letter). Nathan, reply of Le- 
vine, Ja 134-135 

Trazodone and anorgasmia (letter). Jani, Jy 
896 

Skin 

Adverse cutaneous reactions to antidepres- 
sants. Warnock, Ap 425-430 

Disulfiram and allergy to rubber (letter). 
Olfson, My 651-652 

Sleep 

REM sleep behavior disorder (letter). 
Schenck, My 652 

Role of polysomnography in the differential 
diagnosis of chronic insomnia. Jacobs, 
Mr 346-349 (letter: Regestein, No 1483) 

Severe daytime somnolence in patients 
treated with an MAOI. Teicher, De 
1552-1556 

Sleep disorders in the elderly. Moran, No 
1369-1378 

Social Relationships 

Developmental psychiatry comes of age. 
Bowlby, Ja 1~10 

Epinephrine infusions in patients with so- 
cial phobia. Papp, Je 733-736 

Imipramine and social-vocational adjust- 
ment in chronic depression. Kocsis, Au 
997-999 

Multidimensional approach to the genetics 
of schizophrenia. Dworkin, Se 1077— 
1083 

Perceived personal networks as mediators 
of stress reactions. Steinglass, Oc 1259- 
1264 

Perceptions of parenting in childhood and 
3ocial support in adulthood. Parker, Ap 
479-482 (letter: Schibuk, No 1488- 
1489) 
Pilot study of treatment of social phobia 
with alprazolam. Reich, My 590-594 
Relationship of presenting complaints to 
the use of psychiatric services in a low- 
income group. de. Figueiredo, Se 1145- 
1148 

Research on social supports and mental ill- 
ness (editorial). Galanter. Oc 1270-1272 

Resilient: adolescents whose parents have 
serious affective and other psychiatric 
disorders: importance of self-under- 
standing and relationships. Beardslee, Ja 
63-69 

Social networks and psychopathology 
among substance abusers. Westermeyer, 
Oc 1265-1269 

Social supports in relation to physical 
health and symptoms of depression in the 
elderly. Grant, Oc 1254-1258 

Zealous self-help groups as adjuncts to psy- 
chiatric treatment: a study of Recovery, 
Inc. Galanter, Oc 1248-1253 

Sadium Lactate 

Cerebral blood flow changes during sodi- 
um-lactate-induced panic attacks. Stew- 
art, Ap 442-449 

Follow-up study of control subjects with 
lactate- and isoproterenol-induced panic 
attacks. Balon, Fe 238-241 
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Solvents: 

Cacosmia and neurobehavioral dysfunction 
associated with occupational exposure to 
mixtures of organic solvents. Ryan, No 
1442-1445 

Solvent-inhalant abuse (lester). Schwartz, 
reply of Westermeyer, Mr 390 

Somatization 

DSM-III axis I diagnoses cf Indian psychi- 
atric patients with somatic symptoms. 
Saxena, Au 1023~1024 

Somatization and depression in fibromyal- 
gia syndrome. Kirmayer. Au 950-954 

Somatization: the concept and its clinical 
application. Lipowski, No 1358-1368 

Speech 

Diagnostic classification through content 
analysis of patients’ speech. Oxman, Ap 
464-468 

State Hospitals see Hospital Psychiatry 

Statistics 

Journal's new program of statistical review 
(editorial). Bartko, Au 987-988 

Steroids 

Affective and psychotic symptoms associ- 
ated with anabolic sterod use. Pope, Ap 
487-490 

Stress see also Posttraumatic Stress Disor- 
der 

DSM-III axis IV revisited. Rey, Mr 286— 
292 (letter: Skodol, Au 1046) 

Immunocompetence during stress (letter). 
Fernandez, reply of Calabrese, Ap 536— 
537 

Perceived personal networks as mediators 
of stress reactions. Steinglass, Oc 1259- 
1264 

REM sleep behavior Cisorder (letter). 
Schenck, My 652 

Research on social suppor-s and mental ill- 
ness (editorial), Galante-, Oc 1270-1272 

Stroke 

PET imaging of cortical S$, serotonin recep- 
tors after stroke: lateralzed changes and 
relationship to depression. Mayberg, Au 
937-943 

Suicide 

Adrenal weight and violen= suicide (letters). 
Solomon; Dominy; reply of Dorovini- 
Zis, Ap 535-536 

Attempt to commit suicice by contracting 
AIDS (letter). Papathormopoulos, Je 765— 
766 

Clustering of teenage suicides after televi- 
sion news stories about suicides: a recon- 
sideration. Kessler, No 1379-1383 

Depressive disorders in 100 adolescents 
who attempted suicide (letter). Chabrol, 
Mr 379 

DST and suicide among depressed alcoholic 
patients (letter). Boza, Fe 266—267 

Effect of psychosis on suicide risk in 1,593 
patients with unipolar and bipolar affec- 
tive disorders. Black, Jy 849-852 

Fictional depiction of sukide in television 
films and imitation.effects. Berman, Au 
982-986 

Fluoxetine overdose (letter). Finnegan, De 
1604 

Intent and lethality of suicide attempts 
among female borderline inpatients. 
Shearer, No 1424-1427 

Ontario child health study: suicidal behav- 


ior in youth age 12—16 years. Joffe, No 
1420-1423 

Patients’ suicides: frequency and impact on 
psychiatrists. Chemtob, Fe 224-228 

Some differences between men and women 
who commit suicide. Rich, Je 718-722 

Suicide and mortality from diabetes (letter). 
Foster, Fe 272 

Suicide attempts by high school students 
(letter). Schwartz, reply of Harkavy 
Friedman, Ap 537-538 

Suicide attempts in patients with borderline 
personality disorder. Fyer, Je 737-739 

Suicide in New York City nursing homes: 
1980-1986 (letter). Abrams, reply of 
Borson, No 1487—1488 

Superglue 

Panic attacks and exposure to chemical 
agents (letter). Yeragani, reply of Dager, 
Ap 532-533 

Supervision 

Supervision and privacy in psychotherapy 
training. Betcher, Jy 796-803 (letter: 
Coons, De 1611) 

Symptoms see also Diagnosis and Classifi- 
cation; Negative Symptoms 

Deficit and nondeficit forms of schizophre- 
nia: the concept. Carpenter, My 578- 
583 

Duration and symptoms of bipolar pro- 
dromes. Molnar, De 1576—1578 

Extreme haircutting as a symptom (letter). 
Kaminer, Oc 1320 

Postpsychotic depression and negative 
symptoms: an investigation of syndromal 
overlap. Siris, De 1532-1537 

Prodromal symptoms in panic disorder 
with agoraphobia. Fava, De 1564-1567 

Relationship of presenting complaints to 
the use of psychiatric services in a low- 
income group. de Figueiredo, Se 1145— 
1148 

Revision of axis V in DSM-HI-R: should 
symptoms have been included? Skodol, 
Jy 825-829 
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Ts 

T; and lithium potentiation of tricyclic an- 
tidepressants (letter). Joffe, Oc 1317- 
1318 

Tape Recording 

Consequences of surveillance of the forensic 
psychiatric examination: ‘an overview. 
Goldstein, Oc 1243—1247 

Tape recording auditory hallucinations 
(letter). Neppe, Oc 1316 

Videotape recording of inpatient assaults: a 
pilot study. Brizer, Je 751-752 

Tardive Dyskinesia 

Lack of efficacy of pindolol in tardive dys- 
kinesia (letter). Greendyke, Oc 1318- 
1319 

Tardive dyskinesia in bipolar affective dis- 
order: aging, cognitive dysfunction, 
course of illness, and exposure to neuro- 
leptics and lithium. Waddington, My 
613-616 

Treatment of tardive dyskinesia (letter). De- 
leu, reply of Gardos, Se 1182-1183 
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Television 

Clustering of teenage suicides after televi- 
sion news storjes about suicides: a recon- 
sideration. Kessler, No 1379-1383 

Fictional depiction of suicide in television 
flms and imitation effects. Berman, Au 
982-986 

Temperature 

Twenty-four-hour profiles of body temper- 
ature and plasma TSH in bipolar patients 
during depression and during remission 
and in normal control subjects. Souetre, 
Se 1133-1137 

Tests, Psychological 

Comments on the Overt Aggression Scale 
(letter). Smith, De 1610 

Neuropsychological screening of severely 
disturbed psychiatric patients (letter). 
Moses, Fe 268 

New scale for the assessment of depressed 
mood in demented patients. Sunderland, 
Au 955-959 

Reliability of psychiatric scales in patients 
with dementia of the Alzheimer type. 
Gottlieb, Jy 857-860 

Therapist, Choice of 

Town and Country psychiatrist (letter). 
Strauser, Oc 1321 

Thioridazine 

Idiosyncratic reaction to naltrexone aug- 
mented by thioridazine (letter). Malcolm, 
reply of Maany, Je 773-774 

Thought Disorder 

Patterns of thought disorder associated 
with right cortical damage, schizophre- 
nia, and mania. Daniels, Au 944-949 

Thrombocytopenia 

Carbamazepine+induced isolated thrombo- 
cytopenia (letter). Drury, Au 1034 

Thyroid Function 

Alcoholism, thyroid disorders, and left- 
handedness (letter). London, Fe 270 

Lithium and antithyroid antibodies (letter). 
Leroy, Ap 534 

Methods of measuring thyroid hormone 
levels (letter). Ryan, Fe 266 

Occult thyroid dysfunction in patients with 
refractory depression. Gewirtz, Au 
1012-1014 

Premenstrual syndrome, hypothyroidism, 
and magnesium (letter). Lipman, Fe 278— 
279 

Thyroid disease and dementia of the Alzhei- 
mer type (letter), Lawlor, Ap 533-534 

Thyroid disorders in female psychiatric pa- 
tients with panic disorder or agorapho- 
bia. Orenstein, No 1428-1430 

Thyroid function in psychosis following 
childbirth. Stewart, De 1579-1581 

Thyroid indices in panic disorder. Stein, Je 
745-747 

Thyrotropin 

Twenty-four-hour profiles of body temper- 
ature and plasma TSH in bipolar patients 
during depression and during remission 
and in normal control subjects. Souetre, 
Se 1133-1137 

Thyrotropin-Releasing Hormone 

Elevation of immunoreactive CSF TRH in 
depressed patients. Banki, De 1526- 
1531 


Tics ’ 

Ear wigglers: tics of the ear in 10. patients. 
Keshavan, No 1462-1463 

Nocturnal coprolalia and phonic tics 
(etter). Burd, Ja 132 

Tourette-like disorder after herpes enceph- 
alitis (letter). Turley, De 1604-1605 

Time 

Influences of time, ethnicity, and attach- 
ment on depression in Southeast Asian 
refugees. Beiser, Ja 46-51 

Tourette’s Disorder 

Fluoxetine treatment of obsessions and 
compulsions in patients with Tourette’s 
syndrome (letter). Riddle, Se 1173-1174 

Nocturnal coprolalia and phonic tics 
(letter). Burd, Ja 132 

Subtle and underrecognized side effects of 
neuroleptic treatment in children with 
Tourette’s disorder. Bruun, My 621-624 

Tourette-like disorder after herpes enceph- 
alitis (letter). Turley, De 1604-1605 

Training see Education, Medical; Educa- 
tion, Psychiatric 

Trazodone 

Effects of trazodone on agg-essive behavior 
in seven patients with organic mental dis- 
orders. Pinner, Oc 1295—1296 

Trazodone and anorgasmia (letter). Jani, Jy 
896 

Treatment, Involuntary, see Commitment, 
Civil; Right to Refuse Treatment 

TRH see Thyrotropin-Releasing Hormone 

Trifluoperazine 

Effect of trifluoperazine on CSF and plasma 
HVA levels in schizophrenic subjects 
(letter). Sharma, No 1489-1481 

Trihexyphenidyl 

Differential memory function with dopami- 
uergic versus anticholinergic treatment of 
drug-induced extrapyramidal symptoms. 
Fayen, Ap 483-486 

Drug side effects and the double-blind de- 
sign (letter). Robinson, reply of McEvoy, 
Ap 539 

Nausea from taking both lithium and tri- 
hexyphenidyl (letter). Swartz, Je 767— 
768 

Triiodothyronine see T, 

Truth 

The observed and the observer (letter). 
Buckingham, reply of Lane, Mr 385-386 

What is “truth”? some philosophical con- 
tributions to psychiatric -ssues. Wallace, 
Fe 137-147 (letters: Blamer; Howse- 
pian, Se 1184-1185; Pivnicki; Wood, Oc 
1326-1327; Hoaken; Emery, No 1490- 
1491) 

Tryptophan 

Prolactin response to tryptophan during 
mianserin treatment. Cowen, Je 740-741 

TSH see Thyrotropin 

Tucson 

Homeless mentally ill in Tacson: implica- 
tions of early findings. Bachrach, Ja 112- 
113 
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Urinary Retention 
Case of psychogenic urinary retention 
(letter). Sagar, Se 1176-1177 
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livery and Utilization of 
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Valproate 

Effect of sodium valproate in three patients 
with organic brain syndromes: Kahn, Au 
1010-1011 

Ventricular Size 

Alpha frequency in schizophrenia: an asso- 
ciation with enlarged cerebral ventricles. 
Karson, Jy 861-864 

Cerebral structural pathology in schizo- 
phrenia: evidence for a selective prefront- 
al cortical defect. Shelton, Fe 154-163 

Comparison of MRI and CT scans in a 
group of psychiatric patients. Cohen, Se 
1084-10388 

Effects of ECT on brain structure: a pilot 
prospective magnetic resonance imaging 
study. Coffey, Je 701-706 

Neuroanatomical abnormalities in obses- 
sive-compulsive disorder detected with 
quantitative X-ray computed tomogra- 
phy. Luxenberg, Se 1089-1093 

Ventricular and sulcal size at the onset of 
psychosis. Iacono, Jy 820-824 

Verapamil 

Controlled study of verapamil for treatment 
of panic disorder. Klein, Ap 431-434 

Verapamil caused depression, confusion, 
and impotence {letter}. Fogelman, Mr 
380 

Videotaping see Tape Recording 

Violence 

Comments on the Overt Aggression Scale 
(letter). Smith, De 1610 

Effects of diagnosis and context on danger- 
ousness. Binder, Je 728-732 

Effects of trazodone on aggressive behavior 
in seven patients with organic mental dis- 
orders. Pinner, Oc 1295—1296 

History of phencyclidine use and repeated 
assaults in newly admitted young schizo- 
phrenic men (letter). Convit, Se 1176 

New preventive detention: psychiatry’s 
problematic responsibility for the control 
of violence. Appelbaum, Jy 779-785 

Panic and aggression in organic brain syn- 
drome (letter). Yudofsky, reply of Ed- 
lund, Jy 907-908 

Physical assaults in a psychiatric unit of a gen- 
eral hospital. Edwards, De 1568-1571 

Prediction of dangerousness (letter). Glick- 
man, Fe 274 

Predictors of violence in civilly committed 
acute psychiatric patients. McNiel, Au 
965-970 

Psychiatric aspects of lying (letter). Wolf, 
reply of Ford, De 1611 

Videotape recording of inpatient assaults: a 
pilot study. Brizer, Je 751-752 

Vitamins 

Ascorbic acid and dopamine activity 
(letter). Kanofsky, reply of Giannini, Jy 
904—905 

Unusual presentation of vitamin B4, defi- 
ciency (letter). Phillips, Ap 529 
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War see Combat 

Water Intoxication 

Polydipsia and hyponatremia in psychiatric 

patients. Illowsky, Je 675—683 (letter: Il- 

lowsky, Au 1039) 

Weani 

Weaning and depression: another postpar- 
tum complication. Susman, Ap 498—501 

Whites 

Prevalence of clinically significant depres- 
sive symptoms in black and white pa- 
tients in family practice settings. Zung, Jy 
882-883 

Withdrawal From Drugs 

Anterior pituitary, adrenal, and gonadal 
hormones during cocaine withdrawal. 
Mendelson, Se 1094-1098 
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Carbamazepine for withdrawal pseudohal- 
lucinations (letter). Neppe, De 1605—- 
1606 

Exacerbation of psychosis after disconti- 
nuation of carbamazepine treatment. 
Heh, Jy 878-879 

Glutethimide intoxication and withdrawal 
(letter), Bauer, Ap 530-531 

Return of symptoms after discontinuation 
of clomipramine in patients with obses- 
sive-compulsive disorder. Pato, De 
1521-1525 

Women 

Bulimia in college women: incidence ard re- 
covery rates. Drewnowski, Je 753-755 

Freud in context: what do women/men 
want? (letter). Reiser, Je 777 

Gender differences in the course of schizo- 


phrenia. Goldstein, Je 684-689 
Some differences between men and women 
who commit suicide. Rich, Je 718-722 
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Xenon-133 

Cerebral blood flow during delirium tre- 
mens and related clinical states studied 
with xenon-133 inhalation tomography. 
Hemmingsen, No 1384-1390 
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Zar 

Zar: a traditional method of healing in Af- 
rica and the Middle East (letter). Salama, 
Au 1040 
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E Now after 23 years 


e Norpramin is the #1 prescribed antidepressant by 
psychiatrists for the 2nd year in succession (based 
on a national prescription audit through July, 1987) 
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Figure 1. The red line tracks the percent prescription activity for the antidepressant 
change in new Norpramin prescriptions. market (based on data from a national 
The yellow line represents the total new prescription audit through July 1987). 
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M The reasons are clear 


e A 23-year record of efficacy in relieving 
symptoms of depression, including somatic 
anxiety,' sleep disturbances? 


e Less anticholinergic activity than amitriptyline or 
doxepin, as shown in studies in the laboratory? 
and in normal human subjects** 

(see Warnings) 





e Usually no excessive daytime drowsiness* 
(see Warnings) 





* A well-defined clinical profile 


e Unexcelled dosage flexibility, for patient 
convenience and compliance, for cost savings 
to patient... 








*Norpramin does not usually inhibit normal activity, although patients should be cautioned 
against driving or operating machinery if drowsiness occurs (see Warnings, Precautions, and 
Adverse Reactions). 
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daily or divided dosage allows titration to 
individual response 
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Norpramin® 
(desipramine hydrochloride tablets USP) 


CAUTION: Federal law prohibits dispensing without prescription 


DESCRIPTION 
Norpramin (desipramine hydrochloride USP) ıs an antidepressant drug of the tricyclic type, and 1s chemically. 
5H-Dibenz (b,f| azepine-5-propanamine, 10, L-dihydro-M-methyl-, monohydrochloride 


* HCI 


N 


NHCH 
INACTIVE INGREDIENTS CECH EH INHGMS 
The tollowing inactive ingredients are contained in all dosage strengths: ACAcia, calcium carbonate, com 
starch, D&C Red No. 30 and D&C Yellow No. 10 (except 10 mg and 150 mg), FD&C Blue No. |. FD&C Red No. 3, 
FD&C Yellow No. 6, ygenated soy oil, iron oxide, light mineral oil, magnesium stearate, mannitol, 
polyethylene glycol 8000, pregelatinized com starch, sodium benzoate (except 150 mg), sucrose, talc, 
titanium dioxide, and other ingredients, 


CLINICAL PHARMACOLOGY 

Mechanism of Action 

Available evidence suggests that many depressions have a biochemical basis in the form of a relative 
deficiency of neurotransmitters such as norepinephrine and serotonin, Norepinephrine deficiency may be 
associated with relatively low urinary 3-methoxy-4-hydroxypheny! glycol (MHPG) levels, while serotonin 
deficiencies may be associated with low spinal fluid levels of 5-hydroxyindoleacetic acid 

While the precise mechanism of action of the tricyclic antidepressants is unknown, a leading theory suggests 
that they restore normal levels of neurotransmitters by blocking the re-uptake of these substances from the 
synapse in the central nervous system. Evidence indicates that the secondary amine tricyclic antidepres. 
sants, including Norpramin, may have greater activity in blocking the re-uptake of norepinephrine. Tertiary 
amine tricyclic antidepressants, such as amitriptyline, may have greater effect on serotonin re-uptake. 
Norpeamin (desipramine hydrochloride) is not a monoamine oxidase (MAO) inhibitor and does not act primarily 
as a central nervous system stimulant, It has been found in some studies to have a more rapid onset af action 
than imipramine. Earliest therapeutic effects may occasionally be seen in 2 to 5 days, but full treatment 
benefit usually requires 2 to 3 weeks to obtain 

Metabolism 

Tricyclic antidepressants, such as desipramine hydrochloride, are rapidly absorbed from the gastrointestinal 
tract Tricyclic antidepressants or their metabolites are to some extent excreted through the gastric mucosa 
and reabsorbed from the gastrointestinal tract. Desipramine +s metabolized in the liver and approximately 
70% ıs excreted in the urine 

The rate of metabolism of tricyclic antidepressants varies widely from individual to individual, chiefly on a 
genetically determined basis. Up to a thirty-sixtold difference in plasma level may be noted among individu 
als taking the same oral dose of desipramine. In general, the elderly metabolize tricyclic antidepressants 
more slowly than do younger adults 

Certain drugs, particularly the psychostimulants and the phenothiazines, increase plasma levels of con 
comitantly administered tricyclic antidepressants through competition for the same metabolic enzyme sys 
tems. Concurrent administration of cimetidine and tricyclic antidepressants can produce clinically 
significant increases in the plasma concentrations of the tricyclic antidepressants. Conversely, decreases n 
plasma levels of the tricyclic antidepressants have been reported upon discontinuation of cimetidine which 
may result in the loss of the therapeutic efficacy of the tricyclic antidepressant. Other substances, par- 
ticularly barbiturates and alcohol, induce liver enzyme activity and thereby reduce tricyclic antidepressant 
plasma levels, Similar effects have been reported with tobacco smoke, 

Research on the relationship of plasma level to therapeutic response with the tricyclic antidepressants has 
produced conflicting results. While some studies report no correlation, many studies cite therapeutic levels 
for most tricyclics in the range of 50 to 300 nanograms per milliliter, The therapeutic range is different tor 
each tricyclic antidepressant. For desipramine, an optimal range of therapeutic plasma levels has not been 
established 


INDICATIONS 

Norpramin (desipramine hydrochloride) 1s indicated for relief of symptoms in various depressive syndromes, 
especially endogenous depression 

COMTRAINDICATIONS 

Desipramine hydrochloride should not be given in conjunction with, or within 2 weeks of, treatment with an 
MAO inhibitor drug; hyperpyretic crises, severe convulsions, and death have occurred in patients taking MAO 
inhibitors and tricyclic antidepressants. When Norpramin (desipramine hydrochloride) is substituted for an 
MAO inhibitor, at least 2 weeks should elapse between treatments. Norpramin should then be started 
cautiously and should be increased gradually. 

The drug is contraindicated in the acute recovery period following myocardial infarction. It should not be used 
in those who have shown prior hypersensitivity to the drug. Cross sensitivity between this and other 
dibenzazepines ıs a possibility, 

WARNINGS 

Extreme caution should be used when this drug is given in the following situations: 

a. In patients with cardiovascular disease, because of the possibility of conduction defects, 
arrhythmias, tachycardias, strokes, and acute myocardial infarction 

r mone with a history of urinary retention or glaucoma, because of the anticholinergic properties 
c. In patients with thyroid disease or those taking thyroid medication, because of the possibility of 
cardiovascular toxicity, including arrhythmias, 

d. Inpatients with a history of seizure disorder, becausethis drug has been shown to lower the seizure 


‘threshold 
This drug ıs capable of blocking the antihypertensive effect of guanethidine and similarly acting com- 
pounds. 


3. USE IN PREGNANCY 

Safe use of desipramine hydrochloride during pregnancy and lactation has not been established; therefore, 
if it is to be given to pregnant patients, nursing mothers, or women of childbearing potential, the possible 
benefits must be weighed against the possible hazards to mother and child. Animal reproductive studies have 
beer inconclusive. 
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4. USE IN CHILDREN 

Norpramin (desipramine hydrochloride) 1s not recommended for use in children since safety and effec- 
tiveness in the pediatric age group have not been established 
5. The patient should be cautioned that this drug may impair the mental and/or physical abilities required for 
the performance of potentially hazardous tasks such as driving a car or operating machinery. 
6. In patients who may use alcohol excessively, it should be borne in mind that the potentiation may 
increase the danger inherent in any suicide attempt or overdosage. 


PRECAUTIONS 

1. Itis important that this drug be dispensed in the least possible quantities to depressed outpatients, since 
suicide has been accomplished with this class of drug, Ordinary prudence requires that children not have 
access to this drug or to potent drugs of any kind; if possible, this drug should be dispensed in containers 
with child-resistant safety closures, Storage of this drug in the home must be supervised responsibly. 

2. If serious adverse effects occur, dosage should be reduced or treatment should be altered 

3. Norpramin (desipramine hydrochloride) therapy in patients with manic-depressive illness may induce a 
hypomamic state after the depressive phase terminates. 

4. The drug may cause exacerbation of psychosis in schizophrenic patients. 

5. Close supervision and careful adjustment of dosage are required when this drug is given concomitantly 
with anticholinergic or sympathomimetic drugs. 

6. Patients should be warned that while taking this drug their response to alcoholic beverages may be 
exaggerated 

7. Clinical expenence in the concurrent administration of ECT and antidepressant drugs 1s limited. Thus, if 
such treatment is essential, the possibility of increased risk relative to benefits should be considered. 

8. If Norpramin (desipramine hydrochloride) 1s to be combined with other psychotropic agents such as 
tranquilizers or sedative/hypnotics, careful consideration should be given to the pharmacology of the agents 
employed since the sedative effects of Norpramin and benzodiazepines (e.g., chlordiazepoxide or diazepam) 
are additive. Both the sedative and anticholinergic effects of the major tranquilizers are also additive to 
those of Norpramin, 

9. Concurrent administration of cimetidine and tricyclic antidepressants can produce clinically significant 
Increases in the plasma levels of the tricyclic antidepressants (see CLINICAL PHARMACOLOGY, Metabo- 
lism), Somerset, decreases in plasma levels of the tricyclic antidepressants have been reported upon 
discontinuation of cimetidine which may result in the loss of the therapeutic efficacy of the tricyclic 
antidepressant 

10. This drug should be discontinued as soon as possible prior to elective surgery because of the possible 
cardiovascular effects Hypertensive episodes have been observed during surgery in patients taking 
desipramine hydrochloride 

11. Both elevation and lowering of blood sugar levels have been reported 

12. Leukocyte and differential counts should be performed in any patient who develops fever and sore throat 
during therapy; the drug should be discontinued if there ıs evidence of pathologic neutrophil depression. 


ADVERSE REACTIONS 

Note: Included in the following listing are a few adverse reactions that have not been reported with this 
specific drug. However, the pharmacologic similarities among the tricyclic antidepressant drugs require that 
each of the reactions be considered when Norpramin (desipramine hydrochloride) is given 


Cardiovascular: hypotension, hypertension, tachycardia, palpitation, arrhythmias, heart block, myocardial 
infarction, stroke 

Psychiatric: confusional states (especially in the elderly) with hallucinations, disorientation, delusions: 
anxiety, restlessness, agitation; insomnia and nightmares, hypomania; exacerbationof psychosis 


Neurologic: numbness, tingling, paresthesias of extremities; incoordination, ataxia, tremors; peripheral 
neuropathy, extrapyramidal symptoms; seizures; alteration in EEG patterns; tinnitus 


Anticholinergic: dry mouth, and rarely associated sublingual adenitis; blurred vision, disturbance of 
accommodation, mydriasis, increased intraocular pressure; constipation, paralytic ileus: urinary retention, 
delayed micturition, dilatation of urinary tract 


Allergic: skin rash, petechiae, urticaria, itching, photosensitization (avoid excessive exposure to sunlight), 
edema (of face and tongue or general), drug fever, crass sensitivity with other tricyclic drugs 


Hematologic: bone marrow depressions including agranulocytosis, eosinophilia, purpura, throm 
bocytopenia 

Gastrointestinal: anorexia, nausea and vomiting, epigastric distress, peculiar taste, abdominal cramps, 
diarrhea, stomatitis, black tongue. 


Endocrine: gynecomastia in the male, breast enlargement and galactorrhea in the female; increased or 
decreased libido, impotence, painful ejaculation, testicular swelling, elevation or depression of blood 
sugar levels, syndrome of inappropriate antidiuretic hormone secretion (SIADH). 


Other: jaundice (simulating obstructive), altered liver function; weight gain or loss, perspiration, 
flushing, urinary frequency, nocturia; parotid swelling, drowsiness, dizziness, weakness and fatigue, 
headache; alopecia 


Withdrawal Symptoms: Though not indicative of addiction, abrupt cessation of treatment after prolonged 
therapy may produce nausea, headache, and malaise 

DOSAGE AND ADMINISTRATION 

Not recommended for use in children, 

Lower dosages are recommended for Laat patients and adolescents. Lower dosages are also recom- 
mended for outpatients compared to hospitalized patients, who are closely supervised. Dosage should be 
Initiated at a low level and increased according to clinical response and any evidence of intolerance. 
Following remission, maintenance medication may be required for a period of time and should be at the 
lowest dose that will maintain remission. 


Usual Adult Dose 

The usual adult dose is 100 to 200 mg per day. In more severely ill patients, dosage may be further 
increased gradually to 300 mg/day if necessary, Dosages above 300 mg/day are not recommended, 
Dosage should be initiated at a lower level and increased according to tolerance and clinical response. 
Treatment of patients requiring as much as 300 mg should generally be initiated in hospitals, where 
regular visits by the ician, skilled nursing care, and frequent electrocardiograms (ECGs) are 
available 
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The best available evidence of impending toxicity from very high doses of Norpramin is prolongation of the 
QRS or QT intervals on the ECG. Prolongation of the PR interval is also significant, but less closely 
correlated with plasma levels.Clinical symptoms uf intolerance, especially drowsiness, dizziness, and 
postural hypotension, should also alert the physician to the need for reduction in dosage. Plasma 
desipramine measurement would constitute the optimal guide to dosage monitoring. 

Initial therapy may be administered in divided doses or a single daily dose 

Maintenance therapy may be given on a once-daily schedule for patient convenience and compliance 


Adolescent and Geriatric Dose 

The usual adolescent and geriatric dose 1s 25 to 100 mg daily. 

Dosage should be initiated at a lower level and increased according to tolerance and clinical response to 
a usual maximum of 100 mg daily. In more severely ill patients, dosage may be further increased to 150 
mg/day. Doses above 150 mg/day are not recommended in these age groups. 

Initial therapy may be administered in divided doses or a we daily dose 

Maintenance therapy may be given on a once-daily schedule for patient convenience and compliance 


OVERDOSAGE 

There is no specific antidote for desipramine, nor are there specific phenomena of diagnostic value 
characterizing poisoning by the drug, 

Within an hour of ingestion the patient may become agitated or stuporous and then comatose. Hypotension, 
shock, and renal shutdown may ensue. Grand mal seizures, both early and late after ingestion, have been 
reported. Hyperactive reflexes, hyperpyrexia, muscle rigidity, vomiting, and ECG evidence of impaired 
conduction may occur. Serious disturbances of cardiac rate, rhythm, and output can occur. The precepts of 
early evacuation of the ingested material and subsequent support of respiration (airway and movement), 
circulation, and renal output apply. 

The principles of management of coma and shock by means of the mechanical respirator, cardiac 
pacemaker, monitoring of central venous pressure, and regulation of fluid and acid-base balance are well 
known in most medical centers and are not further discussed here 

Because CNS involvement, respiratory depression, and cardiac arrhythmia can occur suddenly, hospitaliza- 

tion and close observation are generally advisable, even when the amount ingested is thought to be small 
or the initial degree of intoxication appears slight or moderate Most patients with ECG abnormalities 
should have continuous cardiac monitoring for at least 72 hours and be closely observed until well after 
cardiac status has retumed to normal; relapses may occur after apparent recovery. 

The slow intravenous administration of physostigmine salicylate has been reported to reverse most of the 
anticholinergic cardiovascular and CNS effects of overdose with tricyclic antidepressants. In adults, 1 to 
3 mg has been reported to be effective. In children, the dose should be started with 0.5 mg and repeated 
at 5-minute intervals to determine the minimum effective dose, no more than 2 mg should be given. 

Because of the short duration of action of physostigmine, the effective dose should be repeated at 30- 
minute to 60-minute intervals, as necessary. Rapid injection should be avoided to reduce the possibility 
of physostigmine-induced convulsions, 

Other possible therapeutic considerations include: 

(a) Dialysis: Desipramine is found in low concentration in the serum, even after a massive oral dose. 
In vitro experiments in which blood bank blood was used indicate that it 1s very poorly dialyzed 
pea indications that the drug is secreted in gastric juice, constant gastric lavage has been 
suggest 

(b) Pharmacologic treatment of shock: Since desipramine potentiates the action of such vasopressor 
agents as levarterenol and metaraminal, they should be used only with caution. 

(c) Pharmacologic control of seizures: Intravenous barbiturates are the treatment of choice for the 
control of grand mal seizures, One may, altematively, consider the parenteral use of diphenylhydantoin, 
ais less central depressant effect but also has an effect on heart rhythm that has not yet been fully 
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(d) Pharmacologic control of cardiac function: Severe disturbances of cardiac rate, rhythm, and output 
are probably the initiating events in shock. Intravascular volume must be maintained by 1v. fluids. 
Digitalization should be carried out early in view of the fact that a positive inotropic effect can be 
achieved without increase in cardiac work, Many of the cardiodynamic effects of digitalis are the exact 
opposite of those of massive doses of desipramine (animal studies). 


HOW SUPPLIED 
10 mg blue coated tablets imprinted 68-7 
NDC 0068-0007-01: bottles of 100 
5 mg yellow coated tablets imprinted MERRELL 11 or NORPRAMIN 25 
NOC 0068-001 1-01: bottles of 100 
NDC 0068-0011-61: unit dose dispenser of 100 
NOC 0068-0011-10: bottles of 1000 
50 mg green coated tablets imprinted MERRELL 15 or NORPRAMIN 50 
NDC 0068-0015-01: bottles of 100 
NOC 0068-0015-61: unit dose dispenser of 100 
NDC 0068-0015-10: bottles of 1000 
75 mg orange coated tablets imprinted MERRELL 19 or NORPRAMIN 75 
NDC 0068-0019-01: bottles of 100 
100 mg peach coated tablets imprinted MERRELL 20 or NORPRAMIN 100 
NDC 0068-0020-01: bottles of 100 
150 mg white coated tablets imprinted MERRELL 21 or NORPRAMIN 150 
NOC 0068-0021-50; bottles of 50 
Norpramin tablets should be stored at room temperature, preferably below 86°F (30°C). Protect from 
excessive heat 
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ously, are not being considered for publication elsewhere, 
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of interest in connection with the submitted article, including 
(but not limited to) institutional or corporate affiliations not 
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will be informed. 


SUBMISSION OF MANUSCRIPTS 


The original manuscript and three copies should be sub. 
mitted to John C. Nemiah, M.D., Editor, American Journa. 
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words for Special Articles, Regular Articles, and Brief Com- 
munications and no longer than 40 words for Clinical and 
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FIGURE 1. Mean CSF Somatostatin Levels of Patients With Alzhei- 
mer’s Disease, Older Depressed Patients, and Age-Matched Control 
Subjects 
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“Significant difference between men and women (t=1.81, df=10, 
p<0.05) and between the total Alzheimer’s disease group and the 
total control group (t=2.49, df=25, p<0.01). 

PSignificant difference between the total depressed group and the 
total control group (t=2.75, df=33, p<0.005). 


duced to 40.5 picas (63/4 inches). When space on the hori- 
zontal axis is insufficient, headings may be placed diagonally 
on the axis. Main headings should consist of upper-case let- 
ters only, subheadings of upper- and lower-case, and other 
type (e.g., keys, flow chart segments) of lower-case with only 
an initial upper-case letter. All parenthetical material should 
be lower-case. Do not use idiosyncratic abbreviations. 

Other. The following are additional specific requirements. 
Please refer to the example given above. 

1. Do not use solid black shading; rather, include outlined 
white among shadings. 

2. The heading for the vertical axis of a graph should run 
vertically along the axis, not horizontally at the top or bot- 
tom. Headings for the horizontal axis should appear below 
that axis, not at the top of the graph. 

3. Error bars should not be used. 

4. Do not extend the vertical or horizontal axis of a graph 
beyond the point needed for the data shown. 

5. The vertical axis should generally begin at zero; to save 
space, a double slash may take the place of an unused por- 
tion of the vertical axis. 
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6. In a graph comparing different groups of subjects, the 
number of subjects in each group should appear with the 
name of the group—in the key, in the headings below the 
horizontal axis, or in the title. 

7. To save space, related figures that have the same vertical 
or horizontal axis should be combined. Headings identifying 
the segments of the combined figure should appear in the 
upper lefthand corners of the individual segments (in lower- 
case type with an initial upper-case letter). 

8. The key should appear within or above the figure but 
should not be wider than the figure itself. Avoid placing 
other type (e.g., number of subjects, statistical values) within 
the axes of a graph. 

9. Footnotes (including p values) should be cited with su- 
perscript letters in the title or body of the figure and should 
be listed in the order in which they are cited in the figure. 
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aimed at greater conciseness, clarity, and conformity with 
Journal style. Accepted papers will be edited and sent to the 
first-named (or corresponding) author for corrections and 
answers to editorial queries. No proofs are sent to authors. 
Authors who will be away from their offices for a long period 
or who change address after notification of acceptance 
should inform the Journal staff. 
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Written permission to reprint material published in the 
Journal must be secured from the APA Periodicals Services 
Division, 1400 K Street, N.W., Washington, DC 20005; tele- 
phone: (202)682-6156. There is usually a charge for such 
permission, except for nonprofit classroom or library reserve 
use by instructors and educational institutions or for authors 
who wish to reprint their own material. Requests will be 
facilitated if accompanied by written permission from the 
author of the material. 


REPRINTS 


No reprints are furnished gratis. An order form for re- 
prints will be sent to the corresponding author before pub- 
lication of the paper. The printer usually mails reprints ap- 
proximately 6 weeks after the article has been published. 
Reprints of items in the Book Forum and Letters to the Ed- 
itor sections are not available. 
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regional tertiary care teaching hospital in | | |! | PROFESSOR OF PSYCHIATRY 

entown, PA. The hospital is part of the pro- + 
gressive HealthEast system and is located . W035 IN S€ X TAI A W RK 
Allentown Hospital Lehigh Valley Hospital | | |: 3 cues : 

en n Hosp - alley Hosp: : i ‘vers 
Center is expanding its already major commit- y : vies aaa ao e for the Marion E 


ment top try and is now recruiting addi- ‘ Kenworthy Professor o iatry in Social Work. 
tional qualified Psychiatrists who are interested ; hip is a partially end babe 
in aganit inpatient paychiatry, adolescent 2 Ae nworthy Professo Sa en 
psychiatry, outpatient psychiatry, chemical a . 
dependence and psycho-geriatric services. : petal mant a the me. degree. Extensive 
Opportunities for program development and Nl erred Particularly in he oe oT i Parent 
a traton are available: man behavior and the social environment. 


Board certification or board eligibility required. 


Excellent financial arrangements are available. p ‘4 Nominations and applications should be forwarded by 
This is a superb ty. Allentown is in the O January 1, 1989 to: 

growing gh vi ey region and is convenient Ei ‘ : 

to all major t Coast cities. HealthSearch oy sy Dean Ronald A. Feldman 

isa poysician and executive recruiting service ~ S 

of Health East. 


Interested candidates should send their cur- 
riculum vitaes in confidence to: 


Ms. Gale Schmidt Hodavance, Vice President ‘ SCHOOL OF 


| | RSNA SOCIAL WORK 
© HealthSearch 
s0 ə Drive : ie 622 West 113th Street 
Allentown, PA 18104 One \ New York, NY 10025 
(215)'778-7893 . ae . 
Equal Opportunity Employer a-o] Women and minority applicants are encouraged. 
Good care starts with Great Caregivers ; SA GUN 
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We're Looking 

S ne ‘ Hartford Hospital, an 885-bed tertiary care, re- 

Good Psycl |] atrists gional referral teaching hospital, is seeking a 
i full-time Director for ‘the Department of 

Psychiatry. ; 
The Hospital is a shareholder of Voluntary Hos- 
pitals of America, a primary teaching affiliate of 
the University of Connecticut School of Medicine 


If you'd like to be part of a corporation with a and a major training center for residents and 
| ee te ae ean hospitals medical students in Psychiatry. 
coast to coast and in the bean, we'd like to 
' hear from you. The candidate should have demonstrated clinical, 
We're ready to offer Board eligible psychiatrists teaching and scholarly abilities, proven admin- 
an excellent salary, benefits, security, direct clinical istrative skills and national leadership capability 
4 as well as management responsibility and the op- in general hospital psychiatry. The director will 
! portunity to grow as we do. We have immediate ‘hold a senior academic appointment in the 
` openings for Roi inpatient and outpatient services, Department of Psychiatry. Certification by the 
Resumes in Confidence to: Andrew P. Diffenbaugh American Board of Psychiatry and Neurology is 
! First Hospital Corporation a prerequisite. 
i World Trade Center, Suite 870 


Responses, including C.V., should be sent to: 


rkic Norfolk, VA 23510 


FIRST HOSPITAL CORPORATION 
An Equal Opportunity Employer 
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e EMERGENCY SERVICE 

A modern, well equipped Psychiatric Service has a full time 
Attending position available immediately. Position offers 
teaching opportunities, multidisciplinary staff, a diverse pa- 
4 tient population and faculty appointment at Albert Einstein 
College of Medicine for qualified individual. Candidate 
should be Board Certified or Eligible. Please call or send CV 
to: Judith Shay, MD, 212-519-3031 


e INPATIENT UNIT 

A new 24 bed Inpatient Unit opening early 1989 will dou- 
ble the size of our Inpatient Service providing general acute 
care to an adult population. Available full time positions for 
this interdisciplinary treatment team include Unit Chief 
and Staff Psychiatrists. This is an academic department with 
a faculty appointment available for qualified candidates at 
the Albert Einstein College of Medicine. Please call or send 
CV to: Robert Steinmuller, MD, Director of Psychiatry, 
212-519-3990 


Both positions offer an excellent salary and benefits package. 


4 Send CV to individual indicated above at Montefiore North 


q Central Bronx Affiliation, 3424 Kossuth Avenue, Bronx, 
New York 10467. 


@ North Central 
Bronx Hospital 


Affiliation of Montefiore Medical Center 
An Equal Opportunity Employer M/F 


JAMESTOWN, NEW YORK 


ADOLESCENT PSYCHIATRIST 


Progressive AHA/JCAHO-approved hos- 
pital expanding psychiatric services. Ex- 
cellent opportunity for Board-eligible/ 
Board-certified ADOLESCENT PSY- 
CHIATRIST for staff psychiatrist/private 
practice position. 





Located on Chautauqua Lake — 15 min- 
utes from well-known cultural center 
Chautauqua Institution with excellent 
recreational opportunities: skiing, boat- 
ing, golfing, etc. in this rural setting. There 
is comfortable proximity to Pittsburgh, 
Cleveland, Buffalo, Toronto. Progressive 
medical community. 


Send C.V. and personal letter to: 
Murray S. Marsh 
Administrator 
W.C.A. Hospital 
207 Foote Avenue 
Jamestown, NY 14701 


Or Call Collect, (716) 487-0141 








GEORGETOWN 
UNIVERSITY 
DEPARTMENT 
OF PSYCHIATRY 


CHAIRMAN SEARCH 


The Georgetown University School of Medicine and 
Hospital are conducting a search for qualified 
candidates for the position of professor and chairman 
of the Department of Psychiatry. 


The candidate should be a dynamic leader with 
appropriate credentials and experience in teaching, 
research, administration, and patient-care service. 
Eligibility for licensure to practice medicine in the 
District of Columbia is required. 


Applications and nominations should include a 
curriculum vitae with bibliography. Please direct 
responses and inquiries to: 

Dieter Schellinger, M.D. 

Chairman, Search Committee 

Department of Radiology 

Georgetown University Medical Center 

3800 Reservoir Rd., NW 

Washington, D.C. 20007 


Affirmative Action/Equal Opportunity Employer 














PSYCHIATRIST 


A Board certified Psychiatrist is sought for this 
university-affiliated, community teaching hospital 
to practice in its 15-bed inpatient Psychiatric 

Care Unit, and developing Outpatient Care Program. 
Excellent opportunity available for practice growth 
and professional advancement. 

















Easton is ideally located within 42 hours of 
both Philadelphia and New York, and close to the 
Pocono resort area. Many cultural advantages. 







Financial support to aid in practice start up is 
available. Interested candidates please forward 
your C.V. to: 









Dr. Kenneth Wildrick 
Director of Medicine 
Easton Hospital 

21st and Lehigh Streets 
Easton, PA 18042 

(245) 250-4120 


EASTON 
HOSPITAL 


A member of Valley Health 









JAMESTOWN, NEW YORK 





PSYCHIATRIST 


Progressive AHA/jCAHO-approved hospital expanding 
psychiatric services. Excellent opportunity for Board- 
eligible/Board-certified PSYCHIATRIST for staff psy- 
chiatrist/private practice position. 


Located on Chautauqua Lake — 15 minutes from 
well-known cultural center Chautauqua Institution 
with excellent recreational opportunities: skiing, 
boating, golfing, etc. in this rural setting. There is 
comfortable proximity to Pittsburgh, Cleveland, Buf- 
falo, Toronto. Progressive medical community. 


Send C.V. and personal letter to: 
Murray S. Marsh 
Administrator 
W.C.A. Hospital 
207 Foote Avenue 
Jamestown, NY 14701 


Or Call Collect, (716) 487-0141 
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LDOL DECANOATE 


ALOPERIDOL) INJECTION 


e following is a brief summary only. Before prescribing, see complete prescribing 
formation in HALDOL and HALDOL Decanoate product labeling. 


Contraindications: Since the pharmacologic and clinical actions of HALDOL (haloperidol) 
Decanoate are attributed to HALDOL as the active medication, Contraindications, Warnings, 
pd additional information are those of HALDOL. Some sections have been modified to reflect 
e prolonged action of HALDOL Decanoate. 

HALDOL is contraindicated in severe toxic central nervous system depression or comatose 
states from any cause and in individuals who are hypersensitive to this drug or have Parkinson's 
disease. 


Warnings: Tardive Dyskinesia: Tardive dyskinesia, a syndrome consisting of potentially irrevers- 
ible, involuntary, dyskinetic movements may develop in patients treated with antipsychotic drugs. 
) Although the prevalence of the syndrome appears to be highest among the elderly, especially 
elderly women, it is impossible to rely upon prevalence estimates to predict, at the inception of 
antipsychotic treatment, which patients are likely to develop the syndrome. Whether antipsychotic 
rug products differ in their potential to cause tardive dyskinesia is unknown. Both the risk of 
developing tardive dyskinesia and the likelihood that it will become irreversible are believed to 
increase as the duration of treatment and the total cumulative dose of antipsychotic drugs 
administered to the patient increase. However, the syndrome can develop, although much less 
commonly, after relatively brief treatment periods at low doses. There is no known treatment for 
established cases of tardive dyskinesia, although the syndrome may remit, partially or completely, 
if antipsychotic treatment is withdrawn. see baie treatment, itself, however, may suppress (or 
partially suppress) the signs and symptoms of the syndrome and thereby may possibly mask the 
underlying process. The effect that symptomatic suppression has upon the long-term course of 
the syndrome is unknown. Given these considerations, antipsychotic drugs should be prescribed 
in a manner that is most likely to minimize the occurrence of tardive dyskinesia. Chronic 
antipsychotic treatment shouid generally be reserved for patients who suffer from a chronic illness 
at 1) is known to respond to antipsychotic drugs, and 2) for whom alternative, equally effective, 
potentially less harmful treatments are not available or appropriate. In patients who do require 
chronic treatment, the smallest dose and the shortest duration of treatment producing a 
satisfactory clinical response should be sought. The need for continued treatment should be 
assessed periodically. If signs and symptoms of tardive dyskinesia appear in a patient on 
ntipsychotics, drug discontinuation should be considered. However, some patients may require 
‘eatment despite the presence of the syndrome. (For further information about the description of 
rdive dyskinesia and its clinical detection, please refer to ADVERSE REACTIONS) 
Neuroleptic Malignant Syndrome (NMS): A potentially fatal symptom complex sometimes 
‘erred to as Neuroleptic Malignant Syndrome (NMS) has been reported in association with 
ptipsychotic drugs. Clinical manifestations of NMS are hyperpyrexia, muscle rigidity, altered 
ental status (inciuding catatonic signs) and evidence of autonomic instability (irregular pulse or 
pressure, tachycardia, diaphoresis, and cardiac dysrhythmias). Additional signs may 
include elevated creatine phosphokinase, myoglobinuria (rhabdomyolysis) and acute renal 
failure. The diagnostic evaluation of patients with this syndrome is complicated. In arriving at a 
diagnosis, it is important to identify cases where the clinical presentation includes both serious 
medical iliness (e.g., pneumonia, systemic infection, etc.) and untreated or inadequately treated 
j extrapyramidal signs and symptoms (EPS). Other important considerations in the differential 
diagnosis include central anticholinergic toxicity, heat stroke, drug fever and primary central 
nervous system (CNS) pathology. The management of NMS should include 1) immediate 
discontinuation of antipsychotic drugs and other drugs not essential to concurrent therapy, 2) 
intensive symptomatic treatment and medical monitoring, and 3) treatment of any concomitant 
E medical problems for which specific treatments are available. There is no general 














agreement about specific pharmacological treatment regimens for uncomplicated NMS. If a 
patient ogee antipsychotic arag roatmont after recovery trom NMS, the potential reintro- 
duction of drug therapy should carefully considered. The patient should be carefully 
monitored, since recurrences of NMS have been reported. Hyperpyrexia and heat stroke, not 
associated with the above symptom complex, have also been reported with HALDOL. 

Usage in Pregnancy: (see PRECAUTIONS - Usage in Pregnancy) Combined Use With Lithium: 
(see PRECAUTIONS - Drug interactions). 

General: Bronchopneumonia, sometimes fatal, has followed use of antipsychotic drugs, 
including haloperidol. Prompt remedial therapy should be instituted if dehydration, hemocon- 
centration or reduced pulmonary ventilation occur, especially in the elderly. Decreased serum 
cholesterol and/or cutaneous and ocular eae have been reported with chemically-related 
drugs, although not with haloperidol. See PRECAUTIONS - Information for Patients for informa- 
tion on mental and/or physical abilities and on concomitant use with other substances. 


Precautions: Administer cautiously to patients: (1) with severe cardiovascular disorders, due to 
the possibility of transient hypotension and/or precipitation of anginal pain (if a vasopressor is 
required, epinephrine should not be used since HALDOL may block its vasopressor activity and 
paradoxical further lowering of blood pressure may occur: metaraminol, phanylephrine or 
norepinephrine should be used); (2) receiving anticonvulsant medications, with a history of 
seizures, or with EEG abnormalities, because HALDOL may lower the convulsive threshold. if 
indicated, adequate anticonvulsant therapy should be concomitantly maintained; (3) with known 
allergies or a history of allergic reactions to drugs, (4) receiving anticoagulants, since an isolated 
instance of interference occurred with the effects of one anticoagulant (phenindione). Concomi- 
tant antiparkinson medication, if required, may have to be continued after HALDOL is discontin- 
ued because of different excretion rates; if both are discontinued simultaneously, extrapyramidal 
symptoms may occur. intraocular pressure may increase when anticholinergic drugs, including 
antiparkinson drugs, are administered concomitantly with HALDOL. When HALDOL is used for 
mania in bipolar disorders, there may be a rapid mood swing to depression. Severe neurotoxicity 
may occur in patients with thyrotoxicosis receiving antipsychotic medication, including HALDOL. 

The 1. 5, 10 mg HALDOL tablets contain FD&C Yeliow No. 5 (tartrazine) which may cause 


allergic-type reactions (including bronchial asthma) in certain susceptible individuals, especially 
in those who have aspirin hypersensitivity. 

information for Patients: Menta! and/or physical abilities required for hazardous tasks or driving 
may be impaired. Alcohol should be avoided due to possible additive effects and hypotension. 

rug interactions. Patients receiving lithium plus haloperidol should be monitored closely for 
early evidence of neurological toxicity and treatment discontinued promptly if such signs 
appear. As with other antipsychotic agents, it should be noted that HALDOL may be capable of 
potentiating CNS depressants such as anesthetics, opiates, and alcohai. 

Carcinogenesis, Mutagenesis and Impairment of Fertility: No mutagenic potential of haloperidol 
decanoate was found in the Ames Salmonella microsomal activat‘on assay. 

Carcinogenicity studies using oral haloperidol were conducted in Wistar rats (dosed at up to § 
mg/kg daily for 24 months) and in Albino Swiss mice (dosed at up to 5 mg/kg daily for 18 months), 
In the rat study survival was less than optimal in all dose groups, reducing the number of rats at 
risk for developing tumors. However, although a relatively greatar number of rats survived to the 
end of the study in high dose male and female groups, these animals did not have a greater 
incidence of tumors than contro! animals. Therefore, although not optimal, this study does 
suggest the absence of a haloperidol related increase in the incidence of neoplasia in rats at 
doses up to 20 times the usual daily human dose for chronic or rasistant patients. In female mice 
at 5 and 20 times the highest initial daily dose for chronic or resistant patients, there was a 
statistically significant increase in mammary gland neoplasia and tota! tumor incidence; at 20 
times the same daily dose there was a statistically significant increase in pituitary gland 
neoplasia. In male mice, no statistically significant differences in incidences of total tumors or 
specific tumor types were noted. 

Antipsychotic drugs elevate prolactin levels; the elevation persists during chronic administra- 
tion. Tissue culture experiments indicate that approximately one-third of human breast cancers 
are prolactin dependent in vitro, a factor of potential importance if the prescription of these drugs is 
contemplated in a patient with a previously detected breast cancer. Although disturbances such 
as galactorrhea, amenorrhea, gynecomastia, and impotence have been reported, the clinical 
significance of elevated serum prolactin levels is unknown fo" most patients. An increase in 
mammary neoplasms has been found in rodents after chronic administration of antipsychotic 
drugs. Neither clinical studies nor epidemiologic studies conductad to date, however, have shown 
an association between chronic administration of these drugs and mammary tumorigenesis: the 
available evidence is considered too limited to be conclusive at this time. 

Usage in Pregnancy: Pregnancy Category C. Safe use in pregnancy or in women likely to 
become pregnant has not been established; use only if benefit clearly justifies potential hazards 
to the fetus. 

Nursing Mothers: infants shouid not be nursed during drug treatment. 

Pediatric Use; Controlled trials to establish the safety and effectiveness of intramuscular 
administration in children have not been conducted. 


Adverse Reactions: Adverse reactions following the administration of HALDOL (haloperidol) 
Decanoate are those of HALDOL. Since vast experience has accumulated with HALDOL, the 
adverse reactions are reported for that compound as well as for HALDOL Decanoate. As with al! 
injectable medications, local tissue reactions have been reported with HALDOL Decanoate. 

CNS Effects: Extrapyramidal Reactions~Neuromuscuiar (extrapyramidal) reactions have 
been reported frequently, often during the first few days of treatment. Generally they involved 
Parkinson-like symptoms which when first observed were usually mild to moderately severe and 
usually reversible. Other types of neuromuscular reactions (motcr restlessness, dystonia, akathi- 
sia, hyperreflexia, opisthotonos, oculogyric crises) have been reported far iess frequently, but 
were often more severe. Severe extrapyramidal reactions have been reported at relatively low 
doses. Generally, extrapyramidal symptoms are dose-related since they occur at relatively high 
doses and disappear or become less severe when the cose is reduced. Antiparkinson drugs may 
be required. Persistent extrapyramidal reactions have been reported and the drug may have to be 
discontinued in such cases. Withdrawal Emergent Neurological Signs—Abrupt discontinuation of 
short-term antipsychotic therapy is generally uneventful. However, some patients on maintenance 
treatment experience transient dyskinetic signs after abrupt withdrawal in certain cases these 
are indistinguishable from “Tardive Dyskinesia’ except for duration. it is unknown whether gradual 
withdrawal will reduce the occurrence of these signs, but umil further evidence is available 
HALDOL should be gradually withdrawn. Tardive Dyskinesia—As with all antipsychotic agents 
HALDOL has been associated with persistent dyskinesias. Tardive dyskinesia, a syndrome 
consisting of potentially irreversible, involuntary, dyskinetic movements, may appear in some 
patients on long-term therapy or may occur after drug therapy has been discontinued. The risk 
appears to be greater in elderly patients on high-dose therapy, especially females. The symptoms 
are persistent and in some patients appear irreversible. The syndrome is characterized by 
rhythmical involuntary movements of tongue, face, mouth or jaw (eg. protrusion of tongue. 
puffing of cheeks. puckering of mouth, chewing movements}. Sometimes these may be accom- 
panied by involuntary movements of extremities and the trunk. There is no known effective 
treatment for tardive dyskinesia; antiparkinson agents usually do not alleviate the symptoms of 
this syndrome. It is suggested that all antipsychotic agents be discontinued if these syrnptoms 
appear. Should it be necessary to reinstitute treatment, or increase the dosage of the agent, or 
switch to a different antipsychotic agent, this syndrome may be masked. ithas been reported that 
fine vermicular movernent of the tongue may be an early sign of tardive dyskinesia and if the 
medication is stopped at that time the full syndrome may not develop. Tardive Dystonia-—Tardive 
dystonia, not associated with the above syndrome, has also been reporied. Tardive dystonia is 
characterized by delayed onset of choreic or dystonic movements, is often persistent, and has the 
potential of becoming irreversible. Other CNS Effects—insomnia, ‘estlessness, anxiety, euphoria, 
agitation, drowsiness, depression, lethargy, headache, confusion, vertigo, grand mal seizures, and 
exacerbation of psychotic symptoms including hallucinations, and catatoric-like behavioral states 
which may be responsive to drug withdrawal and/or treatment with anticholinergic drugs. 

Body as a Whole: Neuroleptic malignant syndrome (NMS), hyperpyrexia and heat stroke have 
been reported with HALDOL, (See WARNINGS for further information concerning NMS.) 
Cardiovascular Effects: Tachycardia, hypotension, hypertension and ECG changes. Hematolo- 
gic Effects: Reports of mild, usually transient leukopenia and leukocytosis, minimal decreases 
in red blood cell counts, anemia, or a tendency toward lymphomonocytosis; agranulocytosis 
rarely reported and only in association with other medication. Liver Effects: Impaired liver 
function and/or Jaundice: Dermatologic Reactions: Maculopagular and acneiform reactions, 
isolated cases of photosensitivity, loss of hair. Endocrine Disorders: Lactation, breast engorge- 
ment, mastaigia, menstrual irreqguiarities, gynecomastia, impotence, increased libido, hypergly- 
cemia, hypoglycemia and hyponatremia. Gastrointestinal Effects: Anorexia, constipation, 
diarrhea, hypersalivation, dyspepsia, nausea and vomiting. Autonomic Reactions: Dry mouth, 
blurred vision, urinary retention, diaphoresis, and priapism. Sespiratory Effects. Laryngo- 
spasm, bronchospasm and increased depth of respiration. Special Senses: Cataracts, retino- 
pathy and visual disturbances. Other: Cases of sudden and unexpected death have been 
reported in association with the administration of HALDOL. The nature of the evidence makes it 
impossible to determine definitively what role, if any, HALDOL played in the outcome of the 
reported cases, The possibility that HALDOL caused death canrot, of caurse, be excluded, but 
it is to be kept in mind that sudden and unexpected death may occur in psychotic patients when 
they go untreated or when they are treated with other antipsychotic drugs. 

IMPORTANT: Full directions for use should be read before HALDOL or HALDOL Decanoate is 
administered or prescribed. 

For information on symptoms and treatment of overdosage, see ful! prescribing informa- 
tion. 

The short-acting HALDOL. injectable form is intended only “or acutely agitated psychotic 
patients with moderately severe to very severe symptoms. 
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For additional information, please call: 
1-800-5-HALDOL «1-800-542-5365) 
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For the schizophrenic patient 


‘Sustained protection 
from relapse 


About 60% of schizophrenic 
patients will experience relapse 
-~ atsome time.’ Because of the 
‘increased risk of deterioration 
|. with each relapse, today’s : 
| therapeutic challenge is to use * ; 

all available measures to prevent 
its occurrence? The sustained — 
drug delivery of once-monthly 
HALDOL Decanoate Injection 
can be one factor ingeducing the 
risk of relapse. Monthly adminis- - 
tration assures that patients = ` 
receive the prescribed dose of 
medication. z% 

During dose adjustment or 

episodes of exacerbation of 

psychotic symptoms, HALDOL: 
Decanoate therapy can be 
supplemented with short-acting, 
forms of HALDOL (haloperidol)... 

_ The side effects of Manat 3 
Decanoate ate those of ` 
HALDOL. The prolonged Beton 
of HALDOL Decanoate should 
be considered in the manage- 
ment of side effects. — 
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